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woodcuts,  as  in  previous  editions,  have  been  drawn  liy 
Mr.  Collings  from  my  own  microscopical  preparations. 

T.  Henry  Green 
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INTRODUCTION. 


Patuologt  treats  of  the  origin,  nature,  course,  and 
causes  of  those  changes  in  the  body  which  constitute 
disease ; 3Iorlid  Aiiatumy,  or  Morhid  Histulogij,  of  the 
actual  alterations  in  the  tissues  which  the  disease  has 
produced.  The  former  is  therefore  comparable  with  Phy- 
siology, the  latter  with  the  Ilistology  of  the  normal 
tissues. 

By  disease  is  understood  some  deviation  from  the  state 
of  health ; a deviation  consisting  for  the  most  part  in  an 
alteration  in  the  functions,  properties,  or  structure  of  some 
tissue  or  organ,  owing  to  which  its  office  in  the  economy 
is  no  longer  performed  in  accordance  with  the  normal 
standard. 

Diseases  are  commonly  divided  into  two  classes — 
organic  and  functional.  The  former  comprise  all  those 
which  are  attended  by  structural  change ; the  latter  those 
in  which  no  such  change  is  discoverable.  AVhether  it  be 
possible  for  the  function  of  an  organ  or  tissue  to  be  ab- 
normally performed  cpiite  irrespective  of  any  alteration  in 
its  structure  admits  of  some  doubt.  At  all  events,  as  our 
methods  of  minute  investigation  improve,  and  our  know- 
ledge of  morbid  histology  increases,  the  class  of  func- 
tional diseases  grows  less ; and  although  there  still  remain 
a large  number  of  diseases  in  which  we  are  unable  to  re- 
cognise any  alteration  ol'  structure,  and  which  must 
therefore  still  bo  described  as  fuuctioual,  it  is  j)robable 
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that  all  disease  will  ultimately  be  found  to  be  attended 
by  inoi’e  or  less  material  change. 

As  health  is  itself  merely  a relative  term  and  implies 
no  definite  perfonuance  of  the  processes  of  life,  so  disease 
is  equally  indefinite ; it  cannot  be  separated  from  health 
by  any  well-defined  boundary,  the  one  passing  by  in- 
sensible gradations  into  the  other. 

Disease  is  thus,  in  most  cases,  an  abnormal  performance 
of  those  processes  which  constitute  life,  and  a knowledge 
of  these  jDrocesses  mirst  therefore  necessarily  precede  the 
stndy  of  ])athology.  Life  comprises  the  formation  and 
maintenance  of  the  tissues  and  the  exhibition  of  their 
various  functions.  Such  formation  and  maintenance, 
which  may  be  included  under  tbe  general  term  of 
Nutrition,  consist  in  the  continuous  supply  of  new  ma- 
terial, the  separation  of  this  from  the  blood  and  its 
appropriation  by  the  tissues,  together  with  the  removal 
of  the  products  of  their  waste.  Fimdion  is  the  special 
manifestatiou  of  the  life  of  the  part,  as  distinct  from  its 
growth  and  the  maintenance  of  its  structure ; in  the 
secreting  cell,  consisting  in  the  alteration  of  the  sub- 
stances abstracted  from  the  blood  to  fulfil  some  sj:)ecial 
purpose  in  the  economy;  in  nerve,  in  the  transmission 
of  impulses  of  motion  and  sensation,  &c.  The  per- 
formance of  function  is  obviously  dependent  ujjon  the 
state  of  nutrition.  When  both  of  these  are  normal  the 
condition  is  one  of  health,  when  abnormal  one  of  disease. 

As  in  health  the  nutrition  is  principally  dependent 
upon  the  sohd  tissues,  these  abstracting,  appropriating, 
and  altering  the  material  which  is  supplied  to  them  by 
the  blood ; so  in  most  forms  of  disease  it  is  these  tissues 
which  play  the  more  important  part,  and  alterations  in 
them  are  amongst  the  most  frequent  of  the  morbid 
processes. 

The  supply  and  composition  of  the  blood  must  obviously 
at  the  same  time  constitute  most  important  factors  in 
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disease.  Owing  to  the  intimate  relation  which  subsists 
between  the  blood  and  the  solid  tissues,  any  alteration  in 
its  composition  must  exercise  more  or  less  inhuence  upon 
the  nutritive  processes.  In  regarding  the  blood,  however, 
as  an  element  in  the  causation  of  disease,  it  must  be 
borne  in  mind  that  this  fluid  is  in  a state  of  constant 
dependence  upon  other  parts ; its  component  elements 
are  derived  from  external  sources  and  undergo  continual 
change,  and  although  possibly  under  certain  circum- 
stances it  may  become  altered  by  virtue  of  changes  in  the 
nutritive  activity  of  its  corpuscular  elements,  alterations 
in  its  constitution  must  in  most  cases  result  either  from 
some  change  in  the  process  of  its  formation,  as  from  the 
ingestion  of  improper  or  insufficient  food,  mal-assimila- 
tion,  or  <lisease  of  the  lymphatic  structures  ; from  changes 
in  the  secretory  or  excretory  jjrocesses ; or  from  the  in- 
troduction of  foreign  substances,  derived  from  extraneous 
sources.  Whilst,  therefore,  alterations  in  the  comjiosition 
of  the  blood  may  l)e  important  agents  in  the  production 
of  diseased  processes  in  other  tissues,  such  alterations  are 
in  most  cases  secondary  to  some  abnormality  in  its  for- 
mation or  depuration,  or  to  its  contamination  by  sub- 
stances derived  from  without.  Owing  to  the  facility  with 
which  it  becomes  the  recipient  of  foreign  sul)stauces,  it  is 
often  the  first  tissue  to  become  altered,  as,  for  exauiijle, 
in  many  of  those  diseases  which  owe  their  origin  to  the 
introduction  of  minute  organisms  ; and  it  not  infrc([ucnt]y 
constitutes:  the  principal  seat  of  the  diseased  process. 

The  blood  may  also  play  an  important  part  in  disease, 
owing  to  an  abnormal  activity  of  its  white  corpuscles  and 
their  migration  through  the  walls  of  the  blood-vessels 
into  the  surrounding  tissues.  This  occurs  in  the  j)roces8 
of  iullarnmation,  and  [uajhably  also  in  the  development  of 
many  of  the  new  formatiems. 

Lastly,  the  itdluence  of  the  nervous  system  must  bo 
taken  into  account  in  considering  abnormal  conditions  of 
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nutrition  and  function.  This,  by  regulating  the  circulation 
and  supply  of  blood,  must  to  a certain  extent  control 
tissue-change.  The  results  of  experimental  and  clinical 
observation  render  it  exceedingly  probable  that  many 
nerves  also  contain  fibres  which  exercise  a direct  influence 
upon  nutrition,  independently  of  that  which  is  due  to 
their  vaso-motor  filaments.  In  support  of  this  view  may 
be  adduced  the  well-known  observations  of  Ludwig  and 
Heidenhain  on  the  influence  of  the  chorda  tympani  upon 
the  secretion  of  the  submaxillary  gland,  which  prove  that 
the  increased  secretion  which  results  from  the  stimidation 
of  this  nerve  is  due  to  an  increased  activity  of  the  se- 
creting elements  of  the  gland  and  not  to  changes  in  the 
blood-vessels.  Recent  histological  researches,  also,  which 
are  tending  to  show  that  nerve-fibres  terminate  in  the 
ultimate  elements  of  nearly  all  tissues,  and  the  fact  that 
very  rapid  atrojohy  of  muscles  often  follows  certain 
lesions  of  the  nervous  centres  and  many  injuries  of  the 
nerve-trunks,  render  it  exceeding  probable  that  nutrition 
is  more  or  less  under  the  direct  influence  of  the  nervous 
system. 

Tlie  first  part  of  this  work  will  be  devoted  exclusively  to 
the  consideration  of  morbid  processes  which  are  charac- 
terised mainly  by  alterations  in  nutrition;  the  second, 
to  those  in  which  an  altered  nutrition  is  associated  with 
certain  changes  in  the  blood-vessels  and  circulation  (in- 
flammation) ; and  the  third,  to  changes  in  the  blood  and 
circulation  alone.  In  considering  the  several  morbid  pro- 
cesses, the  general  pathology  of  each  process  Avill  first  be 
described,  and  subsequently  the  same  process  as  it  occurs 
in  the  different  organs  and  tissues. 


CHAPTER  I. 


THE  CELL. 

As  the  most  important  element  in  nutrition,  both  in 
health  and  disease,  is  the  activity  of  the  tissues  them- 
selve.s — the  supply  of  nutritive  material,  althoiigh  an 
essential,  being  merely  a luisaivo  ])art  of  the  process — it 
becomes  necessary  to  consider,  somewhat  minutely,  those 
parts  of  the  tissues  in  which  this  activity  resides. 

Ever  since  Schwann  discovered  the  cellular  nature  of 
animals,  and  estabhshed  the  analogy  between  animal  and 
vegetable  cells,  there  has  been  a gradually  increasing 
conviction  amongst  physiologists,  which  has  now  become 
an  universally  accepted  physiological  and  pathological 
doctrine,  that  the  cell  is  the  seat  of  nutrition  and  func- 
tion ; and  further,  that  eadb  individual  cell  is  itself  an 
independent  organism,  endowed  with  those  properties, 
and  capable  of  exhibiting  those  active  changes  which  are 
characteristic  of  life.  Every  organised  part  of  the  body 
is  cither  cellular  or  is  derived  from  cells,  and  the  cells 
themselves  originate  from  pre-existing  cells,  and  under  no 
circumstances  do  they  originate  do  novo. 

Whilst  therefore  the  whole  body  is  made  up  of  cells, 
or  of  substances  derived  fi-otn  cells,  and  the  cell  is  itself 
the  ultimate  morphological  element  which  is  capable  of 
exhibiting  manifestations  of  life,  it  must  be  borne  in  mind 
that  in  a complex  organism,  the  phenomena  of  life  are 
the  result  of  the  continued  activity  of  innumerable  cells, 


6 


THE  CELL. 


Fig.  1. 


many  of  wliicli  possess  distinct  and  peculiar  functions, 
and  that  by  their  combination  they  become  endowed  with 
new  j^owers,  and  exhibit  new  forces,  so  that  although 
each  individual  unit  jiossesses  an  independent  activity, 
it  is  in  a state  of  constant  dependence  upon  others  with 
which  it  is  more  or  less  intimately  associated. 

Constitution  op  Cells. — When  the  analogy  was  esta- 
blished between  the  animal  and  vegetable  cell,  the  former 
was  held  to  be  constructed  in  all  cases 
upon  the  same  principle  as  the  latter, 
and  to  consist  of  a cell-tvall,  enclosing  a 
cavity,  in  which  were  contained  a nucleus 
and  fluid  contents.  (Fig.  1.)  This  was 
the  idea  of  the  cell  held  by  Schwann  and 
liemak,  and  supported  especially  by  Vir- 
chow, who  maintained  that  these  three 
constituents  were  essential  to  its  vitality 
and  existence. 

During  recent  years,  however,  this  de- 
finition has  been  modified.  The  existence 
Cells  from  a can-°^  ^ Cell-wall  was  in  many  cases  not  evi- 
c.er.  Showing  cell-  dent.  In  embryonic  cells,  in  those  of  many 

growing  new  formations,  and  in 
clooli.  The  nuclei  the  cells  of  blood,  pus,  and  mucus  no  limit- 
dividing.  membrane  could  be  demonstrated. 

This  led  to  a new  definition  of  the  cell  by  Leydig  and 
ilax  Schultze,  who  held  that  a little  mass  of  matter 
enclosing  a nucleus  was  all  that  was  necessary  for  its 
constitution.  The  latter  of  these  physiologists  not  only 
rejected  the  cell-wall  as  an  essential  constituent,  but 
estabhshed  the  identity  of  the  mass  of  matter  (cell- 
contents)  with  animal  sarcode — a contractile  substance 
existing  in  the  lower  animals — and  showed  that,  like  it, 
it  was  endowed  with  the  power  of  spontaneous  movement. 
This  substance  he  called  iirotojfl.asm.  He  further  pointed 
out,  that  the  existence  of  a distinct  cell -wall  was  the  result  of 
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a retrograde  process  taking  place  in  the  outer  layers  of  the 
protoplasm,  and  that  the  latter  was  the  real  scat  of  the 
activity  of  the  cell.  These  views  closely  correspond  with 
those  held  by  Dr.  Beale  in  this  country.* 

The  definition  of  a cell  has  been  still  further  modified 
by  Briicke,  Strieker,  and  others,  who  consider  that  the 
existence  of  a nucleus  is  not  essential  to  its  constitution. 
This  opinion  is  principally  based  upon  the  fact,  that  in 
the  cryptogamia,  and  in  some  of  the  lowest  animal  forms, 
cells  occur  in  which  no  nucleus  is  visible. 

It  would  thus  appear  probable  that  a simple  mass  of 
protoi:)lasm  may,  in  some  exceptional  cases,  be  all  that  is 
necessary  to  constitute  a cell — i.e.,  an  elementary  orga- 
nism, capable  of  exhiljiting  independently  all  the  pheno- 
mena of  life ; but  that  the  nucleus  is  an  exceedingly 
constant  and  almost  invariable  constituent.  The  cell- 
wall  is  much  less  constant,  and  being  the  result  of  a 
retrograde  change  in  the  outer  layers  of  the  protoplasm, 
it  must  be  regarded,  in  point  of  vitality,  as  inferior  to  the 
rest  of  the  cell. 

Protoplasm  itself  is  an  unstable  albuminoid  compound, 
which  is  insoluble  in  water  and  coagulates  at  death.  As 
usually  met  with,  it  is  a homogeneous  structureless 
material,  of  a soft  and  viscid  consistence.  In  con- 
sistence, however,  it  is  subject  to  variations,  being  some- 
times perfectly  fluid,  at  others  more  or  less  solid  and 
gelatinous.  In  old  cells  it  often  becomes  transformed, 
by  the  loss  of  water,  into  a more  solid  albmninoid 
suVjstance — keratin.  This  occurs  in  the  ci)idermis  and 
nail.  Protoplasm  may  also  become  gradually  con- 
verted into  other  modifications  of  the  lu'otein  group — 
into  mucin,  globulin,  luemoglobin,  &c.  The  cell-wall, 
when  it  exists,  is  of  much  firmer  consistence  than  the 


• Dr.  Bi.'alo  calls  the  protoplasm,  r/crminal  matter  or  bioplasm; 
the  cell-wall,  formed  materiat. 
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protoiDlasm.  lu  some  cells  the  protoplasm  constitutes  but 
a small  joroportiou  of  the  body  of  the  cell,  other  substances, 
which  are  either  the  I'esult  of  its  metamorphosis,  or 
have  been  taken  uja  from  without,  being  associated  with 
it.  Thus  fat  is  met  with  in  the  cells  of  adipose  tissue, 
and  of  the  liver.  (See  Fig.  6.)  Pigment,  calcareous 
particles,  pepsine,  &c.,  are  also  met  mth  in  cells. 

The  nucleus  is  more  constant  both  in  size  and  form 
than  the  cell.  It  is  usually  spherical  or  oval  in  shape, 
and  often  contains  one  or  more  minute  round  or  angular 
bodies,  termed  nucleoli.  It  offers  a greater  resistance  to 
chemical  reagents  than  the  other  constituents  of  the  cell, 
and  in  disease  often  remains  after  these  have  been 
destroyed.  It  is  also  stained  more  deeply  by  carmine. 

The  original  form  of  the  nucleus  is  vesicular.  In  the 
earliest  cells  of  embryonic  tissue  it  possesses  a delicate 
membrane  enclosing  a nucleolus  and  fluid  contents, 
thus  resembling  in  its  structure  the  cell.  Subsequently, 
however,  it  loses  its  vesicular  character,  and  as  usually 
met  with  it  is  a solid  perfectly  homogeneous,  or  faintly 
granular  body,  in  which  the  nucleolus  is  still  visible. 
The  recognition  of  the  nucleus  is  not  always  possible, 
owing  to  its  presence  being  obscured  by  fat,  pigment,  or 
other  substances  contained  within  the  cell.  (See  Fig.  25). 
In  some  cells  the  nuclei  gradually  disappear.  The  coloured 
blood-cells  and  the  cells  of  the  superflcial  layers  of  the  epi- 
dermis are  examples  of  cells  in  which  the  original  nucleus 
has  become  lost.  Lastly,  it  must  be  mentioned,  that  seve- 
ral nuclei  may  be  contained  within  the  same  cell. 

Physiology  of  Cells. — The  cell,  as  already  stated,  is 
ca]iable  of  absorbing  and  transforming  matter,  of  excretion, 
and  of  growth.  It  is  also  endowed  with  the  power  of 
changing  its  form,  of  cohering  with  other  cells,  of  under- 
going more  or  less  active  movement,  and  of  reproduction. 
The  question  now  arises  as  to  what  part  is  played  by  its 
respective  constituents — whether  the  cell-wall,  the  body 


THE  CELL. 


9 


of  the  cell  (protoplasm),  and  the  uucleirs  have  different 
offices. 

The  cell-wall  being  the  result  of  a retrogressive  change 
in  the  protojffasm,  it  cannot  be  regarded  as  taking  any 
jDart  in  the  hfe  of  the  cell,  the  activity  of  which  is  much 
diminished  by  its  existence,  as  is  also  its  power  of  repro- 
ducing itself  by  simple  division.  It  is  in  old  cells  that  a 
cell-wall  is  most  frequently  met  with,  in  those  newly 
formed  it  is  entirely  wanting. 

The  nucleus  has  usually  been  looked  upon  as  the  seat 
of  the  nutrition,  as  distinct  from  the  sjjecilic  functions  of 
cells,  and  has  been  supposed  to  play  an  important  part 
in  their  multiplication  and  reproduction.  The  fact  that 
when  a cell  divides,  the  division  usually  commences  in 
the  nucleus,  and  only  subsequently  takes  place  in  the 
rest  of  the  cell,  would  appear  to  favour  this  view ; as 
would  also  the  gi'eat  uniformity  of  the  nucleus  both  in 
size  and  form,  whatever  be  the  functional  nature  of  the 
cell.  It  must  be  borne  in  mind,  however,  that  non- 
nucleated  cells  may  multiply,  and  that  nucleated  cells 
have  been  observed  to  divide,  the  nucleus  itself  takhig  no 
part  in  the  process. 

Whatever  be  the  part  played  by  the  nucleus,  there  can 
be  no  doubt  that  the  protoplasm  is  the  most  important 
factor  of  the  cell,  and  it  may  itself  be  the  only  constituent. 
The  spontaneous  movements,  alterations  in  form,  and 
migratory  powers  characteristic  of  young  cells,  ai'c  due  to 
the  protoplasm.  Such  movements  are  observed  in  the 
cells  of  the  cmbiyo,  in  lymphoid  and  young  epithelial 
cells,  in  some  of  the  cells  of  connective  tissue,  and  in 
white  blood  and  pus  cells. 

The  i:irotoplasm,  as  already  stated,  may  be  the  sole  seat 
of  the  nutritive  and  formative  power  of  the  ceU.  It  would 
appear,  however,  probable  that  it  is  more  especially  con- 
cerned in  the  ]jcrformancc  of  function,  and  that  the  specific 
functional  peculiarities  of  cells  arc  dependent  rather  upon 
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it  than  upon  their  other  constituents.  The  volume  and 
consistence  of  the  2:>rotoplasin  varies  in  different  cells,  and 
in  the  same  cell,  at  different  times  and  under  different 
circumstances.  It  is  ajrparently  capable  of  imbibing  and 
giving  up  fluids,  at  the  same  time  undergoing  corre- 
sponding alterations  in  volume.  These  considerations 
render  it  probable  that  it  is  the  seat  of  the  selective 
power  of  the  cell,  and  of  those  other  projDerties  which 
represent  its  specific  functions. 

Giixnsis  OF  Cells. — The  proposition  of  Virchow,  that 
every  cell  originates  directly  from  a pre-existing  cell,  forms 
the  basis  of  the  pathology  of  the  present  day.  To  Eemak, 
however,  must  be  ascribed  the  merit  of  having  first  esta- 
blished the  cellular  origin  of  the  tissues. 

The  multij)lication  of  cells  may  take  place  in  three  ways 
— by  simjile  divigUni,  by  gemmation,  and  by  endogenous 
growth.  In  the  first  two  methods  the  cell  breaks  up  into 
fragments ; in  the  last,  new  cells  originate  within  the 
parent  cell.  The  process  is  obviously  associated  with 
growth  and  increase  of  the  protojrlasm. 

The  multiplication  by  simple  division  is  the  most  fre- 
quent method.  The  cell  divides  and  forms  two  cells,  and 
each  of  these  again  divides  and  forms  two  more,  and  so 
on.  In  nucleated  cells  the  nucleus  as  a rule  divides  first. 
The  nucleus,  however,  may  divide  and  multiply  within 
the  cell  without  any  division  of  the  cell  taking  place. 
If  the  nuclei  multiply  within  the  cell  and  the  protojDlasm 
continuously  increase  without  subsequent  division  of  the 
cell  taking  place,  large,  many-nucleated,  irregular-shajred 
masses  of  jn'otoplasni  are  produced.  These  are  the  giant 
or  myeloid  cells,  which  are  met  with  in  the  medulla  of 
young  bone,  and  in  some  new  formations.  (See  “ Myeloid 
Sarcoma,”  Fig.  33.)  The  existence  of  a dense  cell-wall 
interferes  with  the  process  of  multiphcation  by  simj^le 
division. 

By  endogenous  multiplication  is  understood  the  de- 
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velopment  of  cells  within  pre-existing  cells.  The  multi- 
plication of  the  cells  of  cartilage,  such  as  occurs  in  the 
growth  of  hone  and  in  the  process  of  inflammation,  has 
been  adduced  as  an  example  of  this  mode  of  cell  formation. 
Here,  however,  we  have  simijly  the  division  of  the  carti- 
lage cell  within  its  capsule  (See  Fig.  71,  d),  and  the  process 
is  precisely  similar  to  multij)lication  hy  simple  division. 
The  mode  of  cell  formation  which  must  he  regarded  as 
strictly  endogenous,  is  what  is  now  commonly  known  as 
Vacuolation.  This  was  described  some  time  ago  by 
Virchow  hi  his  “ Cellular  Pathology and  owing  to  the 
more  recent  researches  of  Klein  and  others,  it  now  occu- 
pies an  important  place  in  the  history  of  cell  development. 
The  process  consists  in  the  formation  of  a vacuole  in  the 
body  of  the  cell.  This  vacuole  may  gradually  increase  in 
size  imtil  it  occupies  nearly  the  whole  of  the  cell,  being 
merely  sun-ounded  by  a thin  layer  of  pi'otoplasm,  in 
which  may  often  be  seen  the  displaced  nucleus  (Fig.  2,  h). 
Within  this  vacuole  one  or  more  new  elements  are  formed. 
Tliese  either  originate  from  the  nucleus  of  the  cell,  or  they 
are  pi'oduced  from  the  protoplasm  which  forms  the  wall  of 
the  vacuole.  In  the  latter  case,  according  to  Hr.  Klein, 
buds  grow  out  from  the  protoplasmic  wall  towards  the 
interior  of  the  vacuole,  and  these  becoming  detached  form 
new  cells.*  A vaciiolated  cell  with  an  endogenous  brood 
is  shown  in  the  accompanying  drawing  (Fig.  2),  for  which 
I am  indebted  to  the  observer  just  quoted.  It  must, 
however,  be  remembered,  in  forming  any  conclusion  as  to 
the  origin  of  small  cells  within  a larger  cell,  that  there 
exists  the  possibility  that  these  may  have  entered  from 
without. 

The  endogenous  mode  of  cell  formation  is  not  that  by 


• “ The  Anatoni5’  of  tfio  LjTnpli.atic  System,”  vol.  i.  pp.  — (iO  ; 

.and  Klein  on  “Endothelial  vesiele.s  of  growing  blood-vessels  in  the 
embryo  ohick.”  “ Sitznngborichte  der  Wiener  k.  Aeademie  d.  Wis- 
seuschaften,”  Part  for  March,  1871. 
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which  tissues  regenerate  themselves.  This  is  usually 
effected  by  simple  division.  Elements  which  have  an 
endogenous  origin  have  commonly  a destiny  different  from 
that  of  the  parent  cell. 


In  multiphcation  by  gemmation,  a small  portion  of  the 
protoplasm  projects  from  the  cell  and  becomes  detached 
by  constriction  at  its  base,  thus  forming  a new  cell.  This 
is  much  less  frequent  than  the  two  former  23rocesses.* 


• The  author  wishes  it  to  bo  distinctly  understood,  that  in  the 
subsequent  pages  the  teim  “ cell”  is  employed  to  designate  the 
most  elementary  factor  of  the  tissues  which  is  capable  of  exhibiting 
the  phenomena  characteristic  of  an  independent  orga.uism,  quite 
iiTcspectivoly  of  the  existence  of  a cell-wall,  or  even  of  a nucleus. 


Fig.  2. 


A Vacuolated  Cell.  a.  Protoplasm  of  cell  consti- 
tuting wall  of  the  vacuole,  h.  Displaced  nuclei. 
c.  The  vacuole,  d.  DroiJ  of  fat.  e.  Endogenous 
brood.  (Klein.) 


CHAPTER  II. 


NUTRITION  ARRESTED. 

Tue  absolute  and  permanent  arrest  of  nutrition  consti- 
tutes local  or  systemic  death.  Under  this  head  are  in- 
cluded the  three  following  processes  : — 

1.  General  or  Sijsiemic  Death. — In  this,  the  arrest  is 
general;  the  nutritive  processes  cease  throughout  the 
whole  body. 

2.  Gangrene  or  Necrosis. — The  arrest  is  local,  and  con- 
fined to  a particular  joart,  which,  when  dead,  retains  to 
a greater  or  less  extent  its  external  form  and  anatomical 
characters. 

■].  Molecular  Death  or  Nccrohiosis. — The  arrest  is  also 
local,  but  usually  results  from  a previous  gradual  impair- 
ment of  the  nutritive  processes,  which  ultimately  entirely 
cease  in  some  of  the  histological  elements.  The  dead 
part  is  a granular  debris  in  which  all  trace  of  the  original 
structure  is  lost.  This  wiU  be  considered  under  “ Atrojihy 
and  Degeneration.” 

GANGRENE  OR  NECROSIS. 

Gangrene  or  Necrosis  is  the  complete  ami  permanent 
arrest  of  nutrition  in  a part — occurring  for  the  most  part 
more  or  less  suddenly — which,  when  dead,  retains  to  a 
greater  or  less  extent  its  external  form  and  anatomical 
structure.  The  series  of  processes  by  which  this  is 
brought  about  is  called  Mart iji cat  ion,  the  dead  tissue — a 
Siihucelus  or  Hlongh.  In  Ijone  the  process  is  called 
Necrosis,  the  result — a Seguestrum. 
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The  arrest  of  nutrition  is  followed  by  the  complete 
cessation  of  all  the  evidences  of  life  both  functional  and 
physical ; and  the  part  thus  removed  from  the  influence  of 
the  “ vital  forces”  undergoes  those  chemical  and  physical 
changes  which  are  common  to  inanimate  organic  matter. 
In  a limb,  for  exarnple,  there  is  paralysis  of  motion  and 
sensation,  coldness,  dryness  of  the  surface ; the  natural 
firmness  and  elasticity  are  lost,  and  it  becomes  soft  and 
doughy;  the  colouring  matter  esca]->es  from  the  blood- 
corpuscles,  and  dissolved  in  the  liquor  sanguinis  per- 
meates and  stains  the  tissues.  Evaporation  from  the 
surface  is  to  a great  extent  hindered  by  the  epidermis, 
consequently,  if  the  limb  contains  much  blood,  the 
transuded  serum  and  the  watery  constituents  of  the  tissues 
often  form  large  bullm  on  the  surface.  As  decomposition 
proceeds,  gases  are  generated  in  the  part — principally 
sulidiuretted  hydrogen,  ammonia,  nitrogen,  and  carbonic 
acid.  These  give  rise  to  the  emphysematous  crackling 
which  is  so  often  associated  with  the  gangrenous  process. 
The  tissues  at  the  same  time  undergo  a process  of  soften- 
ing or  liquefaction,  the  limb  becomes  exceedingly  offen- 
sive, aiid  changes  from  a reddish  colour  to  a brownish  or 
greenish -black.  This  is  owing  to  changes  in  the  transuded 
haemoglobin.  If  the  limb  does  not  contain  a large  amount 
of  blood,  and  evaporation  is  allowed  to  go  on  freely  from 
the  surface  by  the  destruction  of  the  epidermis  and  rup- 
ture of  the  bullae,  it  may  dry  up — the  process  of  decom- 
position gradually  ceasing — and  become  converted  into  a 
black  shrunken  mass,  which  undergoes  but  little  further 
change ; — this  constitutes  Dry  Gangrene  or  Mummifica- 
tion. If,  on  the  other  hand,  as  is  more  commonly  the 
case,  the  gangrene  is  associated  with  venous  obstruction, 
and  thus  the  return  of  blood  and  absorption  of  fluids  are 
prevented,  the  evaporation  from  the  surface  is  rarely  suf- 
ficient to  dry  the  limb,  and  consequently,  the  process  of 
decomposition  proceeds  until  it  is  com2iletely  disorga- 
nised : — this  is  Moist  Gangrene. 
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The  characters  of  the  dead  part  vary  with  its  structure, 
its  vascularity,  the  cause  of  the  gaugreiio,  the  aouteuess 
of  the  process,  aud  the  possiljility  of  the  access  of  atmo- 
spheric air.  The  more  vascular  the  tissue,  the  softer  its 
structure,  and  the  more  it  is  e.vposed  to  the  atmosphere,  \ 
the  more  rapidly  aud  completely  does  it  undergo  decom- 
position. Bone,  cartilage,  and  tendons,  which  are  linn 
hard  tissues,  containing  comparatively  hut  few  vessels, 
undergo  very  little  alteration  in  structure  aud  form ; 
whereas  softer  parts  are  much  more  rapidly  aud  com- 
pletely destroyed. 

The  occurrence  of  decomposition  manifests  itself  in  the 
first  jjlace  in  the  blood  contained  in  the  part : this  fluid  1 
undergoes  the  earliest  and  most  rapid  change.  The 
hamioglobin  escaiDCs  from  the  red  corpuscles,  partly  by 
exudation,  aud  partly  by  the  destruction  of  the  cor- 
puscles themselves,  and  dissolved  in  the  liquor  sanguinis 
permeates  the  surrounding  tissues.  The  corpuscles  are 
ultimately  completely  annihilated,  nothing  remaining  but 
a few  minute  gramdes. 

The  staining  of  the  tissues  witli  hajmoglobin  is  com- 
monly known  as  pout  morteoi  stain! luj,  and  the  appear- 
ances it  presents  are  very  characteristic.  All  the  tissues  ) 
may  he  more  or  less  affected,  but  tlie  lining  membi-ane  of 
the  heart  and  large  blood-vessels,  being  in  immediate 
contact  with  the  blood  after  death,  are  naturally  more  so 
than  other  ]>arts.  The  staining  is  of  an  uniform  jiinkish- 
red  colour,  thus  differing  from  the  punctiform  aud  strati- 
form redness  of  hyperujmia,  from  which  it  must  be 
carefully  distinguished.  The  amount  of  staining  is  in 
proportion  to  tlie  rapidity  witli  which  decomposition  has 
taken  place,  aud  t<j  the  amount  of  Idood  contained  in  the 
part  at  the  time  of  death. 

Rigor  1\1orti.s. — In  muscle  the  arrest  of  nutrition  is 
accompanied  by  a state  of  rigidity,  known  as  the  Iliijor 
Mortis.  T’his  is  a peculiar  condition  of  the  muscles  ob- 
served iu  almost  all  bodies  after  death,  iu  which  they  be- 
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come  firm  and  somewhat  shortened,  as  though  in  a state 
of  chronic  contraction.  It  comes  on  as  soon  as  the  muscles 
have  lost  their  irritability,  i.e.  their  capability  of  respond- 
ing to  artificial  stimulation ; in  other  words,  as  soon  as  the 
nutritive  lu'ocesses  have  completely  ceased.  The  time  of 
its  appearance  will  therefore  depend  upon  the  state  of 
nutrition  of  the  muscles  at  the  time  of  death ; the  more 
healthy  and  vigorous  this  is,  the  longer  it  is  before  the 
nutritive  processes  completely  cease,  and  consequently  the 
longer  it  is  before  the  rigor  mortis  sujicrvenes.  The 
length  of  its  duration  and  its  intensity  are  in  direct  pi’o- 
portion  to  the  lateness  of  its  appearance.  In  people,  for 
example,  who  are  in  perfect  health,  and  die  suddenly,  as 
from  accident,  the  rigor  mortis  does  not  usually  come  on 
until  from  ten  to  twe7ity-foi;r  hours  after  death ; it  is  very 
marked,  aud  often  lasts  two  or  three  days.  In  those,  on 
the  other  hand,  who  die  from  some  exhausting  disease,  as 
from  chronic  phthisis  or  the  adynamic  fevers,  in  which  the 
nutrition  of  the  muscles  becomes  much  impaired,  the  rigor 
mortis  appears  very  soon,  sometimes  as  early  as  ten 
minutes  after  death ; it  is  very  slight  and  may  pass  off  in 
less  than  an  hour.  It  has  been  said  that  in  cases  of  death 
from  poisoning  by  carbonic  acid  a7id  S7ili7huretted  hydiu- 
gen,  fi'077i  lightning,  and  from  some  of  the  severer  fo7-ms  of 
the  adynamic  fevers,  the  rigor  mo7-tis  is  e7itii-ely  absent. 
It  is  doubtful,  however,  if  this  is  the  case,  as  the  rigor 
mortis  has  probably  escaped  observation,  owing  to  its 
early  supervention  raid  rapid  disapi^earance.  As  soon  as 
the  I'igor  mortis  has  passed  off,  decomposition  of  the 
muscular  tissue  commences. 

The  rigor  mo7-tis  occurs  not  only  as  the  result  of  syste- 
mic and  local  death,  but  it  may  also  be  induced  artificially 
by  temporarily  arresting  the  nutrition  of  the  muscle.  If 
the  supply  of  blood  to  a muscle  be  cut  off  by  the  applica- 
tion of  a ligature  to  the  artery  supplying  it,  it  quickly 
passes  into  a condition  which  is  indistinguishable  from 
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the  rigor  mortis.  If  the  ligature  he  removed  sufficiently 
early,  this  disappears,  and  the  vitality  of  the  muscle  is 
restored. 

With  regard  to  the  nature  of  the  change — it  was  for- 
merly supposed  to  be  a spontaneous  coutraction,  the  last 
act  of  vitality  on  the  ]5art  of  the  muscle.  More  recently, 
however,  Klihue  and  others  have  shown  that  it  is  really 
owing  to  the  coagulation  of  an  albuminous  substance  [ 
termed  myosin.  This  substance,  which  is  contained  in 
the  fluid  of  the  muscle,  coagulates  in  its  substance  when 
nutrition  has  ceased,  thus  cau.sing  the  flnimess,  hai-dness. 
and  opacity,  which  disappear  as  soon  as  disintegration 
and  decomposition  commence,  dflie  transver.se  striatiou 
of  the  fibres  then  becomes  indistinct  and  gives  place  to 
irregular  rows  of  granules  and  fat  molecules,  the  muscle 
softens,  its  sarcolemma  is  destroyed,  and  ifltimatel}'  no- 
thing remains  but  a soft  structureless  debris. 

A similar  coagulation  takes  place  in  the  cells  of  plain 
involuntary  muscle,  and  here  also  a rigor  mortis  occurs. 
In  the  cells  of  all  other  tissues  a coagulation  of  the  proto- 
plasm occurs  on  the  cessation  of  the  nutritive  processes  ; 
the  cells  become  cloudy  and  granular,  and  then  break  up 
into  molecules  of  various  sizes. 

Eespecting  the  disintegration  of  other  tissues  : — The 
cells  of  adij)ose  tissue  rapidly  diminish  in  .size,  owing  to 
the  escape  of  the  fluid  fat  which  difl'uses  itself  throughout 
the  surrounding  structures.  The  fibres  of  connective 
tissue  swell  up,  become  opaque,  and  ultimately  licpiefy. 
In  nerve-fibres,  the  white  substance  of  tiehwann  coagu- 
lates and  collects  into  small  <lrops  (myeline)  within  the 
neuriiernina.  Cartilage  and  boiu!  resist  the  necrotising 
process  longer  than  any  of  the  tissues  and  are  the  least 
altered  by  it. 

'I'ho  termination  of  the  gangrenous  process  varies.  It 
may,  after  involving  a greater  or  less  e.\teut  of  ti.ssue, 
become  arrested,  and  a “ line  of  demarcation”  form  be- 
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tween  the  dead  and  living  pai-ts  [Circuviscrihed  Gangrene) ; 
or  the  process  may  continue  to  extend  without  any  such 
attempt  at  recovery  {Diffuse  Gangrene).  When  the  ^Dro- 
cess  becomes  arrested,  the  dead  tissue — the  sphacelus  or 
slough — acts  as  a foreign  body,  and  as  such  sets  up 
inflammatory  changes  in  the  adjacent  living  structures, 
and  by  this  means  it  is  ultimately  removed  or  becomes 
encaj^suled.  The  tissues  immediately  surrounding  the 
necrosed  part  are  thus  in  a state  of  inflammation,  as  is 
evidenced  in  external  structures  by  their  swelled  condi- 
tion, red  colour,  and  high  temperature.  As  the  gangre- 
nous process  ceases,  the  necrosed  fragment  becomes 
limited  by  this  jine  of  inflamed  tissue,  which  constitutes 
the  “ line  of  demarcation”  between  the  dead  and  living 
parts.  Along  this  line  a process  of  ulceration  and  sup- 
puration takes  place,  and  by  means  of  this  the  dead  mass 
is  gradually  separated  from  the  surrounding  structures. 
The  ultimate  termination  of  the  process  dejjends  princi- 
pally u]5on  the  situation  of  the  affected  jiart ; — if  this  be 
sujDcrficial,  the  slough  is  thrown  off,  as  in  external  parts, 
the  intestines,  the  pharynx,  &c.,  an  ulcerated  surface 
being  left.  If  the  dead  mass  is  deeply  seated,  its  removal 
becomes  possible  only  by  the  extension  of  the  necrotising 
2orocess  to  the  surface,  as  is  exemplified  by  the  sjoonta- 
neous  removal  of  necrosed  bone  through  fistulous  open- 
ings in  the  soft  j^arts,  and  by  the  opoening  of  an  abscess. 
In  other  cases  the  inflammatory  process  which  takes 
place  in  the  tissues  surrounding  the  dead  part  is  less 
intense,  and  the  formation  of  ])us  is  less  abundant  and  is 
soon  followed  by  that  of  connective  tissue,  a layer  of 
which  is  ultimately  formed  around  the  necrosed  mass  by 
which  it  becomes  encapsuled.  This  occurs  especially  in 
internal  p^arts.  Examples  of  it  are  furnished  by  foreign 
bodies,  haemorrhagic  infarcts,  accumulated  epithelial  pero- 
ducts,  portions  of  necrosed  bone,  and  a foetus  in  the 
abdominal  cavity,  all  of  which  may  thutf  become  sur- 
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rounded  by  a layer  of  connective  tissue.  The  part  when 
thus  encapsuled  is  usually  rendered  inert  and  no  longer 
acts  as  an  irritant  to  the  tissues  iu  which  it  lies  ; it 
undergoes  a gradual  process  of  absorption  and  drying  up, 
and  often  becomes  calcified. 

Causes. — The  causes  of  gangrene  may  bo  divided  into 
those  which  interfere  with  the  sirpply  of  nutritive  mate- 
rial, and  those  which  directly  destroy  the  vitality  of  the 
histological  elements  so  that  they  are  no  longer  able  to 
perform  their  ftinctions. 

A.  The  supply  of  nutritive  material  may  be  interfered  | 
with  by  : — 

1.  Obstruction  in  the  Artenes. — This  is  a common  cause  \ 
of  gangrene.  The  obstruction  may  be  caused  by  a liga- 
ture, by  compression  of  the  vessel,  by  solution  of  its 
continuity,  by  thrombosis  or  embolism,  and  by  disease  of 
the  arterial  coats.  If  the  obstruction  be  complete  and  a 
collateral  circulation  cannot  be  established,  death  of  the 
part  quickly  ensues.  Obstruction  to  the  arteries  alone, 
the  return  of  blood  by  the  veins  not  being  interfered 
with,  usually  produces  the  dry  form  of  gangrene. 

2.  Obstruction  in  the  Capillaries. — Obstruction  here  is  I 
usually  the  result  of  pressure  upon  or  stretching  of  the 
vessels.  This  may  take  place  from  the  accumulation  of 
inflammatory  products,  hmmorrhage,  or  from  the  pressure 
exercised  by  new  growths.  The  resulting  obstruction  to 
the  capillary  circulation  causes  the  death  of  the  imme- 
diately adjacent  tissues.  As  examples  of  gangrene  from 
this  cause  may  bo  mentioned  the  necrosis  of  the  super- 
ficial layers  of  the  bone  which  so  frequently  results  from 
periostitis,  owing  to  the  compression  of  the  capillaries 
between  the  bone  and  the  periosteum  ; also  the  sloughing 
of  the  mucous  membranes  in  diphtheria. 

3.  Obstruction  in  the  Veins. — Obstruction  to  the  return  ' 
of  blood  by  the  veins  must  bo  so  complete  iu  order  to 
arrest  nutrition  that  it  is  in  itself  rarely  a cause  of 
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gangrene.  It  is  when  associated  with  obstruction  in  the 
arteries  that  it  constitutes  an  important  agent  in  pro- 
ducing this  I'csult.  This  combination  of  venous  and 
arterial  obstruction  is  seen  in  a strangulated  hernia,  in 
the  invagination  of  a portion  of  the  intestine,  in  the  con- 
striction of  a part  by  a tight  bandage,  and  in  contusions 
and  lacerations  of  the  soft  parts  in  which  both  arteries 
and  veins  are  injured  or  become  strangulated  by  the 
tension  of  the  tissues  which  subsequently  ensues.  In  all 
cases  in  which  gangrene  is  associated  with  venous  ob- 
struction it  is  of  the  nwid  variety. 

4.  Divi'inislicd  Cardiac  J\)7ce7-.— This,  lihe  venous  ob-] 
struction,  is  seldom  iudei)endently  a cause  of  gangrene.  In 
cases,  however,  of  excessive  general  debility  or  disease  of 
the  cardiac  substance,  the  consequent  diminution  in  the 
contractile  power  of  the  heart  materially  aids  the  fore- 
going causes  in  producing  a fatal  blood-stasis.  The  arrest 
of  the  circulation  in  “ senile  gaiigrene,”  and  that  which 
so  often  occurs  in  the  tissues  of  the  back  in  adynamic  fevers 
and  in  chronic  exhausting  diseases,  is  in  part  the  result  of 
diminished  cardiac  power.  This  arrest,  in  the  last-named 
conditions,  is  usually  determined  by  some  injurious  stimu- 
lation of  the  tissue — in  other  words,  it  is  a part  of  an  in- 
Hammatory  process. 

5.  InflammaHon. — The  effect  of  the  inflammatory  pro-  , 
cess  is  to  impede  or  arrest  the  circulation,  and  to  impair  the 
vitality  of  the  affected  part,  and  the  intensity  of  the  jmocess 
may  be  so  greatas  to  permanently  arrest  the  circulation  and 
cause  gangrene.  Gangrene  from  inflammation  has  been 
called  inflammatory,  a cute,  or  Iwt  gangrene.  It  is  always  of 
the  moist  variety,  and  is  characterised  by  the  heat,  swelling, 
tension,  and  redness  of  the  affected  part,  which  quickly 
l)ecomes  flaccid,  cold,  of  a greenish-black  colour,  and  ex- 
h'des  an  oflensivc  odour.  Certain  inflammations  have 
a special  tendency  to  terminate  in  gangrene,  as  diphtheria, 
erysipelas,  carbuncle,  and  “hospital  gangrene.”  In  all 
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cases,  the  more  impaired  the  mitritiou  of  the  part  which 
becomes  the  seat  of  au  iutiammatory  process,  tlie  more 
likely  is  this  to  cause  its  death. 

B.  Destruction  of  the  vitality  of  the  histological  ele- 
ments may  he  caused  by  : — 

1.  Mi’chanical  Aijencies. — Under  this  head  are  included 
external  violence,  heat,  cold,  and  corrosive  substances,  all 
of  which,  by  directly  and  completely  destroying  vitality, 
may  be  causes  of  gangrene.  In  most  cases,  however,  this 
result  is  ju'eceded  by  more  or  less  iuilammation. 

2.  Poitsons  iutrodi'red  info  the  Circvlatioii. — I’hosphorus  I 
and  ergot  of  lye  are  the  most  important  of  these.  The 
necrosis  of  the  jaw  which  results  from  phosphorus  a})]iears, 
however,  to  be  owing  to  the  direct  contact  of  the  phos- 
phorus with  the  bone,  and  the  gangrene  of  the  exti'emities 
which  sometimes  follows  the  long  continued  ingestion 
of  ergot,  is  probably  due  to  that  contraction  of  the  small 
arteries  which  this  substance  lirodnccs. 

Sexii.k  G.vngrexe. — This  is  a form  of  mortification 
which  afiects  especially  the  lower  extremities  of  old 
people,  and  is  the  result  of  several  of  those  conditions 
which  have  already  been  enumerated  as  causes  of 
gangrene. 

The  most  important  element  in  the  production  of  senile 
gangrene  consists  in  the  occurrence  of  atheromatous  or 
calcareous  changes  in  the  arteries  of  the  limb,  in  conse- 
quence of  which  the  circulation  in  it  becomes  impeded  and 
its  vitality  impaired.  This  is  evidenced  by  the  coldness 
of  the  feet,  the  cramps,  and  the  other  abnormal  sensations 
which  are  so  often  experienced  by  the  jiatieut  some  time 
before  the  gangrene  sets  in.  This  tendency  to  local  stag- 
nation of  the  circidation  is  usually  materially  increased 
by  the  simultaneous  atrophy  or  degeneration  of  the  mus- 
cular substance  of  tbe  hcai-t  itself.  The  coml)ined  effect 
of  the  diminished  vis  d tevrjo  and  of  the  arterial  degenera- 
tion may,  in  some  cases,  be  alone  sufficient  to  cause  arrest 
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of  the  circulation  and  the  formation  of  thrombi  in  the 
vessels  of  the  limb,  and  thus  to  cause  gangrene.  The 
supervention  of  the  gangrene,  however,  is  usually  deter- 
mined by  some  injurious  stimulation  of  the  tissue,  as  a 
slight  abrasion  of  the  foot,  a bruise,  injury  to  a corn,  or 
excess  of  heat  or  cold,  which  sets  up  inflammation  in  the 
already  weakened  part,  and  thus  by  still  further  obstruct- 
ing the  circulation  in  it,  and  impairing  its  vitality,  causes 
its  death.  Senile  gangrene  is  iisually  of  the  dnj  variety. 


CHAPTER  III. 


NUTRITION  IMPAIRED. 

It  has  been  seen  in  the  preceding  chajMer  that  the  abso- 
lute arrest  of  nutrition  is  followed  by  the  complete  cessa- 
tion of  all  manifestations  of  vitality  and  function,  consti- 
tuting local  or  systemic  death.  Those  conditions  must 
now  be  considered  in  which  the  interference  with  nutrition, 
for  the  most  part,  falls  short  of  absolute  arrest,  and  in 
which,  although  vitality  is  impaired,  death  is  only  an  occa- 
sional sequence.  Such  conditions  are  comprised  irnder 
“ AtroiAy,”  and  “ Degeneration.” 


ATROPHY. 

Atrophy  is  a diminution  in  the  amount  of  a tissue,  owingl 
either  to  diminution  in  the  size,  or  diminution  in  the 
number,  of  the  histological  elements  of  which  it  is  com- 
posed. It  is  attended  by  loss  of  weight,  and  im2:)airmeut 
of  function. 

When  the  elements  are  diminished  in  size  only,  it  is 
caWed.  Si)n2>le  Atrophy ; when  the  number  is  diminished, 
it  is  called  Numerical  Atrophy.  Tliese  two  varieties  are 
often  associated,  being  different  stages  of  the  same  ]>ro- 
cess : simple  atrojjhy  may,  however,  e.xist  without  nume- 
rical atrophy,  but  numerical  never  e.xistH  without  sinij)le. 

I.  SiMiHiE  Atrophy. — Sinqile  diminution  in  the  size  of 
the  elements  of  a tissue  is  by  far  the  most  common  con- 
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dition  met  with  in  atrophy.  Tt  is  well  exemplified  by  what 
takes  place  in  ordinary  emaciation,  in  which  the  fat  gra- 
dually disappears  from  the  subcutaneous  adipose  tissue. 
Adipose  tissue  is  merely  common  connective  tissue,  many 
cells  of  which  are  distended  with  fat.  When  a person 
emaciates,  the  fat  is  gradually  removed  from  the  cells,  so 
that  they  diminish  in  sine,  and  the  fat  which  completely 
filled  the  cell  may  be  reduced  to  a few  isolated  drops  : the 
cell-wall  and  nucleus  at  the  same  time  often  become  dis- 
tinctly visible  (Fig.  Here  there  is  no  destruction  of 
the  cells,  no  diminution  in  their  number,  but  simply  the 
removal  of  some  of  their  contents.  As  the  fat  is  removed 
from  the  cells  it  is  often  partially  replaced  by  a serous 


Adipose  tissue.  A.  Normal.  R.  Atropliic,  from  a case  of 
phtliisis.  a.  a single  fat-ccll  with  cell-wall,  mioleus,  and 
drop  of  fat.  x 3U0.  (Virchow.) 


This  diminution  in  the  size  of  the  elements  may  take 
place  in  any  tissue.  The  cells  of  all  glandular  organs 
may  thus  become  atroifiiied,  and  so  produce  a diminution 
in  the  size  of  the  whole  organ;  this  is  constantly  met 
with  in  the  liver,  kidneys,  mammary  gland,  spleen, 
testicles,  lymphatic  glands,  and  other  parts.  Muscular 
tissue  in  the  same  way  atroifiiies  by  the  diminution  in  the 
size  of  its  primitive  fasciculi : this  is  seen  in  the  heart  and 
in  the  voluntary  muscles.  In  all  these  cases  the  elements 
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remain  almost  unchanged;  and  hence  all  that  is  neces- 
sary for  the  restitution  of  the  tissue  is  an  increase  in 
their  nutritive  activit}',  and  the  assimilation  of  more 
niatei'ial. 

II.  Numerical  Atrophy. — This  is  an  advanced  stage 
of  the  former  2‘>rocess : the  elements  are  not  only  dimi- 
nished in  size,  hut  some  of  them  have  actually  jicrished 
and  ceased  to  exist  as  vital  agents. 

This  destruction  of  histological  elements  which  occurs 
both  in  atrojihy  and  in  some  forms  of  degeneration — and 
is  called  by  Virchow,  Necrobiosis — must  bo  distinguished 
from  the  death  of  circumscribed  jiortions  of  tissue  which 
constitutes  gangrene  and  necrosis.  The  two  processes 
resemble  one  another  in  so  far  as  death  is  common  to 
both  of  them.  In  Necrobiosis,  however,  the  change  is  a 
molecular  one ; there  is  a gradual  exhaustion  of  vital 
power,  a molecular  disintegration  and  destruction  of 
elements,  so  that  at  the  termination  of  the  process  all 
that  remains  is  a granular  debris,  in  which  but  little  or 
no  trace  of  the  former  structure  of  the  jiart  can  be  dis- 
covered. The  death  and  desquamation  of  the  sujierticial 
layers  of  the  ejhdermis  is  a well-known  example  of  this 
molecular  change.  (Joitrimie,  on  the  other  hand,  affects 
circumscribed  tracts  of  tissue,  and  is  the  result  of  some 
sudden  arrest  of  nutrition,  as  distinguished  from  the 
gradual  exhaustion  of  vital  jiower.  Death  is  more  sud- 
denly induced,  and  a necrosed  mass  remains  at  the  ter- 
mination of  the  process  in  such  a condition  that  the 
structure  of  the  jiart  can  usually  be  recognised.  Nume- 
rical atroidiy  is  thus  of  much  graver  import  than  that  in 
which  the  elements  continue  to  exist  as  such.  In  it, 
restitution  is  only  ])ossible  by  the  production  of  new 
elements,  whereas  in  sinqde  atro^diy,  rejiair  can  be 
effected  without  new  formation. 

Atrophy  may  bo  fiaaeral — affecting  to  a greater  or 
less  extent  all  the  organs  and  tissues  of  the  body,  or  it 


26 


NUTRITION  IMPAIRED. 


may  he  partial  and  limited  to  particular  parts.  General 
atrophy  is  usually  simple,  and  is  rarely  accompanied  by  ' 
destruction  of  elements.  It  affects  in  the  first  place  the 
subcutaneous  adipose  tissue,  then  the  adipose  tissue  in 
other  situations,  as  that  surrounding  the  viscera  and  in 
the  omentum,  then  the  muscles  and  glandular  organs,  and 
lastly  the  nervous  and  osseous  structui’es. 

Although  atro))hy  in  its  strict  signification  consists 
simply  in  a diminution  in  the  size  or  in  the  number  of 
the  component  elements  of  a tissue,  it  is  rarely  a perfectly 
simple  process,  hut  is  usually  associated  with  more  or  less 
fatty  degeneration.  This  is  owing  to  the  fact  that  when- 
ever the  nutrition  of  a part  is  so  much  interfered  with  as 
to  cause  it  to  atro]ihy,  it  is  very  prone  to  undergo  fatty 
changes ; and  it  will  he  seen  when  speaking  of  “ fatty 
degeneration,”  that  this  process  owes  its  origin  to  causes 
similar  to  those  which  produce  atrojihy  itself. 

Causes. — In  speaking  of  the  causes  of  atrophy,  it  will 
he  necessary  to  distinguish  between  those  which  act  upon 
the  tissues  generally,  and  those  which  have  merely  a local 
influence. 

General  Atrophy  may  he  caused  by : — 

1.  Deficient  supply  of  Nutritive  Material. — Whatever] 
interferes  with  the  supply  of  nutritive  material  to  the 
tissues  will  he  followed  by  their  atrophy.  Deficient 
supply  of  food ; obstruction  to  the  passage  of  the  food 
into  the  stomach  or  intestines,  as  in  stricture  of  the 
oesophagus  or  pylorus  ; the  mal-assimilation  which  results 
from  the  various  conditions  giving  rise  to  dysj^ej^sia; 
interference  with  the  absorption  of  the  chyle,  from  ob- 
struction of  the  thoracic  duct,  or  disease  of  the  mesenteric 
glands  constituting  the  so-called  “ tabes  mesenterica 
may  all  in  this  manner  be  causes  of  geueral  ati'ophy. 

2.  Excessive  Waste. — All  those  conditions  which  are 
attended  by  the  loss  of  large  quantities  of  nutritive 
material,  may  be  causes  of  general  atrophy.  Such  con- 
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ditions  are  fimiislied  by  coutinuoas  liasmorrhages,  profuse 
and  long-continued  supiuiration  such  as  often  occurs  in 
caries  and  empyema,  diarrhcea,  and  the  excretion  of  large 
cprautities  of  albumen  or  sTigar  as  in  Bright’s  disease  or 
diabetes.  TTie  waste  resulting  from  the  increased  tissire- 
change  which  accompanies  acute  febrile  diseases,  must 
also  be  included  under  this  head. 

3.  Impaired  Nuirifive  Adivit\j. — This  constitutes  an| 
important  element  in  the  production  of  the  atrophy  of 
old  age, — senile  atrophy.  As  life  advances,  the  vitality  of 
the  elements  gradually  diminishes,  their  ability  to  separate 
uritritive  material  from  the  blood  and  to  assimilate  it  for 
their  own  maintenance  becomes  less  and  less,  and  hence 
they  gradually  atrophy,  and  ultimately  all  manifestations 
of  their  vitality  cease. 

Although  general  atrophy  may  thus  be  referred  to  one 
of  the  foregoing  causes,  it  is  rarely  a simple  process,  but 
usually  depends  upon  the  combined  inlluence  of  two  or 
more  of  them.  The  atrophy  associated  with  ])ulraonary 
phthisis,  for  example,  results  partly  from  the  loss  of 
nutritive  material  in  the  profuse  expectoration  and 
diarrliQia,  partly  from  the  deficient  supply  consequent 
upon  the  imperfect  oxidation  of  the  blood  and  upon  the 
interference  with  assimilation  which  is  so  often  caused 
by  structural  changes  in  the  stomach  and  intestines, 
and  2)artly  from  the  increased  tissue-change.  In  senile 
atrophy,  again,  in  addition  to  the  general  diminution  of 
nutritive  activity,  there  is  frequently  some  condition  of 
the  digestive  organs  interfering  with  assimilation  which 
materially  aids  in  j)roducing  the  ultimate  result.  The 
atrophy  which  accompanies  the  acute  febrile  diseases  is 
by  no  means  a sinq)lo  |)roccss,  increased  tissue-change, 
loss  of  aiipetite,  and  interference  with  assimilation  being 
all  conq^onent  ])arts  of  it. 

Vartial  Atrophy  may  be  caused  by; — 

1.  Imperfect  supply  of  Blood. — The  effect  of  interferingij 
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with  the  supply  of  blood  to  a pai't  will  depend  upon  the 
extent  of  the  interference.  If  it  he  entirely  cut  off  the 
part  will  die  (See  “ Ganj^rene”),  if  merely  diminished  it 
will  atrophy. 

Diminished  supjily  of  arterial  blood  is  a common  cause 
of  atrophy,  and  may  be  brought  about  in  various  ways. 
The  nutrient  vessels  may  be  obstructed  by  pressure  exer- 
cised upon  them  within  or  without  the  organ  to  which 
they  are  distributed.  In  cirrhosis  of  the  liver,  the  pres- 
sure exercised  by  the  new  growth  of  inter-lobular  tissue 
causes  atrophy  of  the  secreting  structures.  In  other 
cases  the  sujiply  of  blood  i^dimiuished  l)y  interference 
with  the  circulation  at  some  instance  from  the  part,  as  by 
the  pressure  of  a tumour  upon  the  artery  leading  to  it. 
The  atrophy  of  the  proximal  end  of  the  shaft  of  a bone 
alter  fracture  above  the  point  of  entrance  of  its  nutrient 
artery,  is  due  to  the  same  cause. 

The  atro])hy  which  results  from  pressiu'e  exercised 
directly  upon  the  part  itself,  is  probably  also  partly  owing 
to  the  consequent  interference  with  its  nutritive  supply. 
Atrophy  of  the  sternum  from  the  pressure  of  an  aneurism, 
atrophy  of  the  kidney  from  the  jDressure  of  retained  secre- 
tion— as  in  stricture  of  the  urethra,  enlarged  isrostate, 
&c.,  and  ati'ophy  of  the  skull  in  chronic  hydrocephalus, 
are  well-known  examples  of  these  ati-ophies  from  pressure. 

Mechanical  congestion  in  the  same  way  is  not  an  un- 
common cairse  of  ati'ophy.  The  circulation  is  impeded, 
the  blood  is  not  returned  normally  by  the  veins,  hence 
there  is  deficient  arterial  supply,  and  atrophy  results. 

2.  Diminished  Functional  Activity. — This  is  the  most\ 
common  cause  of  atrophy,  many  examples  of  which  are 
furnished  both  by  iDhysiological  and  pathological  pro- 
cesses. After  birth  those  parts  which  are  no  longer  re- 
quired to  serve  any  purpose  iu  the  economy  gradually 
atrophy  and  waste.  The  ductus  arteriosus,  the  umbilical 
arteries  and  vein,  the  Wolffian  bodies,  and  later — the 


ATROPHY. 


29 


thymus  gland,  all  in  this  manner  disappear.  The  invo- 
lution of  the  uterus  after  delivery,  the  wasting  of  the 
spleen  and  lymphatic  glands  in  advanced  life,  and  of  the 
lower  jaw  after  the  loss  of  the  teeth,  are  other  physio- 
logical examples  of  atrophy  from  this  cause. 

Muscles  which  from  auy  cause  have  long  remained 
inactive  atrophy.  This  is  seen  in  the  various  forms  of 
paralysis,  especially  in  the  so-called  “essential  paralysis" 
of  children;  also  in  limbs  which  have  become  incajjacitated, 
either  on  account  of  anchylosis,  or  of  chronic  diseases  of 
the  bones  or  joints. 

Adder  the  establishment  of  au  artificial  anus,  the  lower 
part  of  the  intestine  atroijhies,  and  becomes  converted  into 
a tibro-cellular  cord. 

Bones  in  the  same  manner  atroph}"  from  want  of  use. 
After  the  amputation  of  a limb,  the  cut  end  of  the  bone 
atrophies ; and  atrophy  of  the  orbit  follows  extirpation  of 
the  eyeball. 

Interference  with  the  function  of  nerves  is  also  followed 
by  their  atrophy.  This  is  seen  in  the  atrophy  of  the  optic 
nerve  which  often  follows  destruction  of  the  eye,  and  also 
in  the  atrophy  of  the  nerves  of  a limb  which  has  long 
been  inca])able  of  action. 

3.  Increased  Functional  Adiuitij. — This  may  in  quite' 
exceptional  cases  be  a cause  of  atrophy  ; much  more  com- 
monly, however,  it  is  a cause  of  hypertrophy.  Certain 
glands  sometimes  atrophy  from  excessive  use,  especially 
the  testicle. 

4.  The  Action  of  Special  Substances. — Certain  sub-/ 
stances  administered  internally  ap]>ear  to  be  ca])able  of 
producing  atrophy.  Iodine,  bromine,  mercury,  lead,  and 
the  alkalies,  may  Ijo  enumerated  amongst  the  most  im- 
portant of  tliesc.  Iodine  mid  mercury  exercise  a special 
influence  upon  the  lymphatic  system,  and  bromine  upon 
the  organs  of  generation. 

5.  Nonous  hijluence. — liespecting  the  influence  of  the 
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nei'vous  system  as  a direct  cause  of  atrophy,  little  is  cer- 
tainly known.  That  atrophy  is  a frequent  sequence  of 
changes  in  the  nerve-trunks  and  uervoiis  centres,  there 
can  be  no  doubt ; but  it  is  iDrobably  in  most  cases  to  be 
attributed  to  an  indirect  inlluence.  The  atrophy  of 
muscles,  for  example,  which  have  become  paralysed  from 
lesions  in  the  brain  or  spiual  cord,  is  usually  rather  the 
result  of  the  consequent  interference  with  their  function, 
than  of  any  direct  inlluence  upon  their  nutrition.  The 
very  raihd  atrophy  of  muscles,  however,  which  follows 
certain  alterations  in  the  nervous  centres  and  injmaes  of 
the  nerve-trunks,  render  it  exceedingly  p)robable  that  some 
nerves  contain  hbros  which  exercise  a direct  inlluence 
upon  nutrition,  and  that  nervous  influence  may  also  be 
a direct  cause  of  atrophy.  (See  “ Introduction.”)  In  some 
cases  also,  changes  in  the  nervous  system  may  cause 
atrophy  by  affecting  the  size  of  the  blood-vessels,  and  so 
interfering  with  the  supply  of  blood. 

6.  Inflammation. — This  is  sometimes  described  as  a j 
common  cause  of  atrophy.  The  atrophy,  however,  which 
is  such  a frequent  sequence  of  an  inflammatory  process, 
is  in  most  cases  due  to  that  new  growth  of  fibroid  tissue] 
which  is  developed  in  chronic  inflammations.  The  new 
tissue,  by  the  pressure  which  it  exercises,  causes  atrophy 
of  the  proper  structures  of  the  organ.  This  is  seen,  for 
example,  in  cirrhosis  of  the  liver.  It  is  iirobable  also, 
that  the  impairment  of  vitality  which  results  from  an 
inflammatory  process  may  lead  to  atro2ohy  of  the  histo- 
logical elements,  independently  of  the  existence  of  new 
fibroid  growth. 

Physical  Ciiaractehs.' — The  estimation  of  atrojihy  is 
often  a matter  of  considerable  difficulty.  The  great  crite- 
rion is,  diminution  in  absolute  weight.  The  weight  of  an 
organ,  however,  varies  considerably  in  health ; it  varies 
with  the  weight  of  the  body  as  a whole,  and  it  may  be 
less  than  natural  from  incomplete  develoinnent.  The 
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same  is  true  also  of  the  muscular  aud  osseous  systems. 
Au  accumulatiou  of  blood  aud  serosity  iu  aii  organ  may 
again  increase  its  weight,  aud  tlurs  coustituto  a source  of 
fallacy.  This  is  often  the  case  in  organs  which  have  been 
for  some  time  mechanically  congested,  in  which,  although 
their  size  and  weight  may  be  increased,  their  tissue  is 
considerably  diminished  in  amount. 

Organs  which  are  atrophied  are  usually  diminished  uot 
only  iu  weight,  brrt  also  in  size.  In  most  cases  they  con- 
tain less  blood,  they  are  drier,  tinner,  and  more  tibroirs  in 
consistence  than  in  health.  Their  functional  powers  are 
invariably  diminished. 

The  whole  of  the  textures  of  which  an  organ  is  com-  ■/ 
posed  may  suffer  ; some,  however,  do  so  more  than  others. 
The  fibrous  constituents  are  the  last  to  atroph}^  hence  the 
firmness,  toughness,  and  loss  of  elasticity  so  commonly 
met  with  iu  the  atrophied  parts.  In  glandular  organs, 
the  secreting  cells  are  usi^ally  the  first  to  show  signs  of 
atro]3hy ; they  become  smaller,  and  are  often  finely  gra- 
nular, from  the  presence  of  molecular  fat ; the  vessels  aud 
nerves  also  share  in  the  wasting  iirocess.  In  the  sub- 
cutaneous cellular  tissue,  the  fat  is  gradually  removed 
from  the  cells,  which  thus  diminish  in  size.  Iu  muscles 
the  primitive  fasciculi  become  smaller,  and  their  trans- 
verse striie  gradually  disa[)pear ; ultimately  the  whole  of 
the  contents  of  the  sarcolemma  may  be  entirely  removed, 
aud  nothing  remain  but  the  connective  tissue.  This  process 
is  usually  accompanied  by  more  or  less  fatty  degeneration 
of  the  muscular  fibres,  a,nd  in  some  cases  by  the  develoj)- 
ment  of  fat  between  the  fasciculi.  (See  “I’atty  Infiltration 
of  Muscle.”) 

ATROPHY  OF  HONE. 

Atrophy  of  bone  is  always  attended  by  a diminution  in 
weight,  but  not  always  by  a diminution  in  size.  It  is 
met  with  iu  two  forms.  In  one,  the  compact  and  can- 
cellous tissue  gradually  become  absorbed,  the  medullary 
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canal  climinislies  in  size,  and  the  whole  bone  thus  be- 
comes smaller.  This  is  known  as  concentric  atro'phy.  It 
is  met  with  especially  in  the  long  bones,  in  cases  of  long- 
standing anchylosis,  dislocations,  or  paralysis. 

In  the  other  variety  of  atrophy  there  is  no  diminution 
in  the  size  of  the  bone,  but  merely  a gradual  conversion 
of  compact  into  cancellous  tissue.  The  whole  bone  thus 
becomes  rarefied,  and  it  is  exceedingly  light  and  brittle, 
so  tliat  it  fractures  with  great  facility.  This,  in  contra- 
distinction to  the  former  variety,  is  known  as  CAxentric 
airoj^liy.  It  is  usually  met  with  as  a senile  change,  and 
is  in  most  cases  accompanied  Ijy  more  or  less  fatty  degene- 
ration. 

PUUMONARV  VESICULAR  EMniYSEMA. 

'riiis  appears  to  bo  the  proper  place  to  describe  the 
changes  met  with  in  the  lungs  in  emphysema,  inasmuoh 
as  these  changes  are  characterised  maiidy  by  atroiDhy  of 
the  walls  of  the  air-vesicles. 

Emirhysema  consists  essentially  in  a permanent  enlarge- 
ment of  the  infundibula  and  air- vesicles  in  larger  or  smaller 
areas  of  the  lungs.  The  dilatation  ajopears  usually  to 
commence  in  the  infundibulum,  and  to  extend  from  this  to 
the  air-vesicles  which  open  into  it,  so  that  ultimately  the 
whole  may  be  thrown  into  one  large  cavity.  As  the 
process  jmoceeds,  communications  are  established  between 
adjacent  groups  of  air-vesicles,  and  thus  cavities  of  still 
larger  area  are  produced. 

Atrojihous  Emphysema. — The  more  minute  histological 
changes  which  accompany  this  vesicular  dilatation  vary 
somewhat  in  different  varieties  of  the  disease.  In  that 
form  of  emphysema  which  occurs  in  old  people,  and  which 
is  essentially  a senile  change,  the  alterations  in  the  walls 
of  the  air-vesicles  consist  simply  of  atrophy  of  the  several 
structures  of  which  they  are  composed  : — hence  the  term 
atrophous  or  small-hmr/ed  emphysema,  which  is  applied 
by  Sir  W.  Jenner  to  this  variety  of  the  disease.  The  aii'- 
vesicles  may  not  be  much  increased  in  size,  but  several  of 
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them  ai'e  thrown  into  one,  their  walls  are  considerably 
thinner  than  natural,  the  connective  tissue,  elastic  tissue, 
and  blood-vessels  all  having  apparently  shared  in  the, 
wasting  process.  There  is  usually  also  an  abnormal 
amount  of  pigmentation.  Such  lungs  are  smaller  than 
natural,  and  quickly  collapse  when  the  thorax  is  opened. 

Hypertroplious  Emphysema. — In  the  other  important 
variety  of  emphysema  the  lungs  are  increased  in  size, 
they  bulge  forwards  when  the  thorax  is  opened,  and  iu 
contradistinction  to  the  former  variety,  certain  constituents 
of  the  lung-tissue  appear  to  be  increased  in  amount, 
inasmuch  as  the  lungs  are  less  crepitant,  and  feel  some- 
what denser  and  tougher  than  natural.  This  is  described 
by  Sir  IV.  Jenner  as  liypcrtvcphous  or  larye-lunyed  em- 
physema. 

AVhen  such  lungs  are  examined  microscopically,  it  will 
be  found  that  the  dilatation  of  the  air-vesicles  is  more 
marked  than  in  atrophous  emphysema,  although  less 
general  in  its  distribution.  The  atrophic  changes  also  do 
not  affect  equally  the  various  tissues  which  make  up  the 
alveolar  walls.  The  elastic  fibres  appear  to  be  more 
especially  wasted,  whilst,  according  to  some  observers, 
the  connective  tissue  is  increased.  I have  been  unable  to 
discover  any  marked  increase  of  the  connective  tissue  iii 
the  alveolar  walls,  although  an  increase  of  this  tissue  is 
often  to  be  seen  around  the  smaller  interlobular  Idood- 
vessels  and  bronchi.  The  capillary  blood-vessels  which 
are  distributed  on  the  walls  of  the  air-vesicles  are  atro- 
phied and  diminished  in  calibre,  owing  to  the  stretching 
and  pressure  which  result  from  the  vesicular  dilatation, 
whilst  the  larger  interlobular  vessels  are  often  found 
thickened  and  distended  with  blood.  In  some  cases 
there  is  more  or  less  fatty  degeneration  of  the  epithelium, 
and  irsually  an  abnormal  jdgmcutatiou  of  the  lung. 

Etiology. — It  would  be  beyond  the  scope  of  the  present 
work  to  discuss  the  various  theories  which  have  been  pro- 
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pounded  to  account  for  tRe  development  of  emphysema. 
It  is,  however,  obvious  that  all  conditions  which  increase 
the  pressure  on  the  inside  of  the  air-vesicles,  or  damage  . 
the  resisting  powers  of  their  walls,  may  be  causes  of  per- ' 
manent  vesicular  dilatation. 

Increased  pressure  on  the  inside  of  the  air- vesicles  may^ 
result  from — 

1st.  Violent  expiratory  efforts  with  closed  glottis, 
such  as  occur  during  the  act  of  coughing,  blowing  wind 
instruments,  violent  muscular  exertion,  &c.  Those  parts 
of  the  lungs  which  are  least  sujd ported  will  be  over- 
distended.  This  is  the  exjDiratory  theory  of  Jenner. 

2nd.  Certain  portions  of  the  lungs  being  incapable  of 
expansion,  owing  to  collapse,  consolidation,  asthmatic 
spasm,  &c.  There  will  be  excessive  tension  in  those  parts 
into  which  the  air  can  enter. 

Impairment  of  the  resisting  power  of  the  air-vesicles 
may  result  from — 

1st.  The  loss  of  elasticity  and  atrophy  which  is  a con- 
comitant of  old  age.  This  is  the  most  imiDortant  element 
in  the  causation  of  atrophoirs  emphysema. 

2nd.  The  atrophy  of  the  air-vesicles  resulting  from  that 
stretching  of  theii'  walls  and  obliteration  of  their  blood- 
vessels which  is  caused  by  their  over-distension  from 
increased  pressure  exercised  upon  their  inner  surface. 

3rd.  Damage  to  the  walls  of  the  air-vesicles  which 
probably  in  certain  cases  results  from  i:>revious  attacks  of 
pulmonary  inflammation,  or  from  some  interference  with 
their  nutrition  due  to  mode  of  life  or  to  other  causes. 
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Degeneration. 

The  “ Degeueratious”  include  a cla.ss  of  morbid  j:iro- 
cesses  ■which  are  characterised  by  an  alteration  in  the 
qaalitij  of  the  tissues,  and  -which,  like  atrophy,  are  at- 
tended by  impairment  of  function,  and  often  by  annihila- 
tion of  histological  elements. 

The  alteration  in  the  quality  of  the  tissue  results  either 
from  its  direct  metamoqrhosis  into  a new  material,  oi 
from  its  infiltration  with  some  substance  which  has  been 
conveyed  to  it  from  without. 

Ati'ojrhy  and  degeneration  thus  so  far  resemble  one  mi- 
other,  that  in  both  jn'ocesses  nutrition  is  impaired  and 
function  interfered  with.  In  atrophy,  however,  as  pointed 
out  by  Virchow,  nutrition  is  simply  altered  in  quantity,  j 
the  waste  of  the  tissue  is  in  excess  of  the  assimilation  of 
new  material,  and  consequently,  there  is  a diminution  in 
the  amount  of  the  tissue  and  an  imjrairment  of  its  func- 
tional powers.  In  degeneration,  on  the  other  hand, 
nutrition  is  altered  in  quality,  a new  substance  e.xists  in  j 
the  tissues,  which  either  originates  in  the  tissue  itself,  or 
infiltrates  it  from  without ; this  is  attended  by  imjiair- 
ment  of  the  vitality  and  functions  of  the  elements  of 
which  the  tissue  is  com])oscd,  resulting  either  from  the 
presence  of  the  new  material,  or  dependent  upon  the 
same  conditions  as  those  which  give  rise  to  its  formation. 

Causes. — Of  the  causes  of  the  Degeueratious  as  a class, 
but  little  can  lx;  said,  tbo  various  forms  depending  for  the 
most  part  upon  difi'erent  conditions.  These  ivill  be  de- 
scribed under  their  respective  heads. 

I’lie  Degenerations  may  be  divided  into  two  classes  — .’ 
the  Jfetaiunrphonen  and  the  Iiijiltratimis. 

1.  T’iie  Meta.moiumioses. — These  arc  characterised  by 
the  direct  metamoqihosis  of  the  albuminoid  constituents 
of  the  tissues  into  a now  material.  'I’his  is  usually  fol- 
lowed by  the  destruction  of  the  histological  clcinenfs  and 
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the  softening  of  the  intercellular  substance,  so  that  ulti- 
mately all  trace  of  structure  may  he  lost,  and  function  he 
completely  arrested.  The  Metamorphoses  include  Fatty, 
Mucoid,  and  Colloid  Degeneration. 

2.  The  Infiltrations. — These  differ  from  the  Metamor- 
phoses inasmuch  as  the  new  material  which  exists  in  the 
tissues  is  not  derived  from  their  albuminoid  constituents, 
Init  is  deposited  in  them  from  the  blood : there  is  an  infil- 
tration and  deposition  of  a new  substance.  This  is  rarely 
followed  by  destruction  of  the  histological  elements,  or 
by  softening  of  the  intercellular  substance;  hence  the 
anatomical  characters  of  the  tissue  are  much  less  altered 
than  in  the  Metamorphoses,  and  function  is  usually  much 
less  interfered  with.  The  infiltrations  include  Fatty, 
Amyloid,  Calcareous,  and  Pigmentary  Infiltration. 


CHAPTER  IV. 


FATTY  DEGENERATION. 

By  Fatty  Degeneration  is  nsnally  nuderstoodthc  replace- 
ment of  the  normal  conatitnents  of  the  tissires  by  mole- 
cules, or  drops  of  fat.  An  accumulation  of  fat  in  the 
tissues  occurs,  however,  under  very  different  circum- 
stances, and  under  the  general  term  of  “ fatty  degcTiera- 
tiou”  are  included  different  pathological  iirocesses.  Before 
proceeding  to  describe  these  jirocesses  and  the  histological 
changes  which  they  produce,  it  will  be  well  to  consider, 
in  the  first  place,  the  sources  from  which  the  fat  met  with 
in  the  body  is  derived ; and  secondl}^  the  circumstances 
under  which  it  may  accumulate  so  as  to  constitute  a 
morbid  process. 

General  Palliology  of  Fatly  Degeneration. — The  chief 
source  of  the  fat  met  with  in  the  body  is  the  oleaginous 
constituents  of  the  food.  A portion  of  these  are  stored 
up  in  the  cells  of  certain  tissues,  to  be  utilised  as  pro- 
ducers of  force  and  heat  when  the  reepriremonts  of  the 
•system  may  demand  it.  The  cells  of  adipose  tissue,  and, 
to  a less  extent,  those  of  the  liver,  thus  serve  as  physio- 
logical reservoirs  for  fat. 

d'he  other  sources  from  which  fat  may  be  derived  is 
from  saccharine  and  albuminous  pririciples.  d’he  albu- 
minous jn-inciples  in  the  process  of  nutrition  undergo  de- 
composition, and  the  in'oducts  of  their  decomposition 
contain  a certain  amount  of  fat.  This  is  usually  com- 
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pletely  removed  by  oxidation,  but  under  certain  circum- 
stances the  oxidation  is  incomi^lete,  and  the  fat  accumu- 
lates in  the  cells  of  the  tissue. 

In  considering  the  circumstances  under  which  an  accu- 
mulation of  fat  in  the  tissues  may  constitute  a morbid 
process,  it  is  to  be  remarked  that  it  often  becomes  exceed- 
ingly difficult  here  to  draw  any  sharp  line  of  demarcation 
between  health  and  disease.  This  is  esjiecially  the  case 
when  the  accumulation  of  fat  is  excessive  in  situations 
wliere  fat  is  normally  met  with.  When  it  occurs  in  ab- 
normal situations,  the  moi’bid  nature  of  the  process  is 
evident. 

An  accTinurlation  of  fat  in  the  tissues  may  occur  so  a,s^ 
to  constitute  a morbid  i:>rocess  under  the  four  following 
conditions  : — 

1st.  When  the  food  contains  an  excess  of  fat,  or  of 
substances  ca]3able  of  becoming  converted  into  fat. 
Under  sueh  circumstances  the  oxygen  taken  into  the  body 
is  insufficient  to  oxidise  the  excess,  and  it  consequently 
accumulates  in  the  cells. 

An  accumulation  of  fat  from  this  cause  occurs  as  a 
physiological  process  in  the  growth  of  adipose  tissire. 
Adipose  tissue  is  a connective  tissue  containing  numerous 
cells  which  are  distended  with  fat.  The  growth  of 
this  tissue  thus  consists  simply  in  the  fatty  infiltration 
of  more  of  these  cells.  (Fig.  4.)  If  this  be  excessive 
it  constitutes  obesity.  The  temporaiy  accumulation  of 
fat  in  the  liver  during  the  cbgestion  of  an  aliment 
rich  in  fatty  substances  is  another  example  of  this  kind  of 
deposition.  This  will  be  described  when  speaking  of  the 
“ fatty  Uver.”  If  the  amount  of  fat  be  very  great  it  may 
accumulate,  not  only  in  normal  situations,  but  also  in 
tissues  where  fat  is  not  usually  met  with,  and  in  both 
cases  the  accumulation  will  thus  constitute  a morbid 
proeess. 

2nd.  When  there  is  no  such  excess  of  fatty  substances 
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in  the  food,  but  the  processes  of  oxidation  are  so  imper- 
fectly performed,  either  locally  or  generally,  that  the  fat 
contained  in  a natural  diet  is  incompletely  oxidised. 


Fig.  4. 


Fattij  Iiijillration  of  Connect  ire  Tisxiie.  Showiua; 
tho  acommilatiou  of  fat  within  tlie  cells,  x ,3UU. 
(Kiudlluisch.) 


3rd.  When  the  fat  which  is  liberated  from  the  nitro- 
genous constituents  of  the  food  during  the  process  of 
nutrition  does  not  undergo  the  complete  oxidation  which 
it  should,  and  so  remains  within  the  cells. 

4th.  "When  the  fat  which  is  liberated  from  the  proto- 
plasm of  cells  during  the  process  of  nutrition  is  incom- 
pletely oxidised,  and  so  accumulates  in,  and  tabes  the 
place  of,  the  protoplasm.  Here  there  is  a gradual  trans- 
formation of  tlie  protoplasm  into  fat,  so  that  the  cell  is 
ultimately  completely  destroyed. 

Fatty  degeneration  in  which  there  is  this  destruction  of 
histological  elements  is  one  of  the  most  common  forms  of 
the  disease,  and  it  will  hereafter  be  more  fully  described 
ELufaiiii  mat  amor iilio  sin.  Its  nature  was  first  pointed  out 
by  Dr.  Quain  in  his  well-known  researches  on  fatty  dege- 
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ueration  of  the  heart.*  Dr.  Qnaiu  then  stated  that  the 
tat  met  with  in  the  muscular  fibres  in  this  condition  was 
the  result  of  a metamorphosis  of  the  fibres  themselves, 
and  was  not  derived  from  without.  The  truth  of  Dr. 
liimin’s  teaching  has  since  been  confirmed  by  the  ex- 
perimental investigations  of  Drs.  Voit  and  Bauer. 

Voit  and  Bauer’s  investigations  were  made  with  the 
i>bject  of  determining  the  source  of  the  fat  in  that  acute 
form  of  fatty  degeneration  which  is  produced  by  poisoning 
with  phosi)horas,  in  which  the  degeneration  is  due  to  the 
destruction  of  the  red  blood  cells,  and  the  consequent 
iliminution  in  the  oxidising  power  of  the  blood.f  They 
gave  phosphorus  to  dogs  which  had  for  some  days  pre- 
viously been  starved,  so  that  any  fat  which  might  be 
in-esont  in  the  tissues  after  death  could  not  have  been  de- 
rived either  from  the  food  or  from  the  adipose  tissue  of 
the  animals.  The  phos])horns  produced  very  extensive 
and  general  fatty  degeneration,  and  the  fat  must  obvi- 
ously have  arisen  from  the  protoplasm  of  the  cells.  Voit 
concludes  from  these  investigations — 1 st.  That  the  trans- 
fonuation  of  albumin  which  takes  place  in  cells  is  inde- 
pendent of  the  sujDjjly  of  oxygen,  but  that  if  the  oxygen 
be  deficient,  the  fat  and  other  products  of  the  transfor- 
mation, being  incompletely  oxidised,  accumulate  in  the 
cell.  2nd.  That  the  imesence  of  fat  in  the  cells  may  thus 
be  due  to  increased  transformation  of  the  albumin,  or  to 
diminished  oxidation  of  the  products  of  its  decomposition, 
drd.  That  the  fatty  degeneration  in  pjoisoning  by  plios- 
phorus  is  due  both  to  an  increased  transformation  of  the 
albumin  of  the  cells,  and  to  diminished  oxidation  of  the 
fat  and  other  products  of  the  transformation. 

It  will  thus  bo  seen  that  of  the  four  conditions  enume- 


* “ Medico-Chiiurgical  Trans.  Loud.,”  Vol.  xxxiii. 
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rated  as  causes  of  fatty  degeneration,  in  all,  with  the 
exception  of  the  first,  the  accumulation  of  the  fat  is 
principally  due  to  deficiency  of  oxygen  and  consequent 
incomplete  oxidation  ; whilst  in  the  first  there  is  no  defi- 
ciency of  oxygen,  but  the  oxidisable  materials  arc  in  excess. 

A deficiency  of  oxygen,  and  a consequent  incomplete 
oxidation  and  tendency  to  the  production  of  fat,  occurs 
under  various  circumstances.  The  red  blood  cells  being 
the  carriers  of  oxygen,  all  those  conditions  in  which  the 
supply  of  blood  is  interfered  with,  the  red  blood  cells 
diminished  in  number  or  defective  in  quality,  or  the  oxy- 
genation of  the  blood  imperfectly  performed,  may  lead  to 
fatty  degeneration.  The  interference  with  the  supply  of 
blood  to  the  brain,  for  example,  by  thrombosis  or  embolism,! 
causes  fatty  degeneration  of  the  brain-tissue.  (See  “ Cere- 
bral Softening.'’)  The  destruction  of  the  red  blood  cells  by 
phosphorus  and  other  poisons ; that  general  condition  of 
anmniia  which  sometimes  exists  in  young  people,  and  is 
produced  by  many  chronic  and  acute  diseases;  and  that 
diminution  in  the  activity  of  the  circulation  which  results 
from  old  age ; are  also  followed  by  a similar  result.  If  an 
organ  or  tissue  be  long  disused,  the  quantity  of  blood  cir- . 
dilating  through  it  becomes  diminished,  and  it  conse-( 
quently  undergoes  fatty  degeneration.  (See  “ Fatty  In- 
filtration ot  Muscle.”)  Lastly,  the  imperfect  oxygenation  | 
of  the  'blood  which  results  from  certain  chronic  diseases  of  ' 
the  lungs  constitutes  one  element  in  the  causation  of  the 
fatty  degeneration  which  so  frequently  exists  in  those 
diseases. 

In  proceeding  to  consider  the  histological  changes  wliich 
are  produced  in  the  tissues  by  an  accumulation  of  fat,  it 
must  be  stated,  in  the  first  place,  that  these  vary  v6ry 
considerably  according  to  the  cause  of  the  degeneration. 
In  tlm.se  casc.s  in  which  the  fat  is  derived  from  the  meta- 
morphosis of  the  nitrogenous  constituents  of  the  tissues, 
the  tissues  are  destroyed  in  the  process ; whilst  in  other 
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cases  no  sucli  destraction  usually  takes  place.  Although 
these  two  couditions  may  occasionally  he  associated,  yet 
owing  to  the  marked  difference  in  the  results  which  they 
respectively  produce,  it  will  he  well  to  speak  of  them 
separately  ; that  in  which  the  fat  is  derived  from  the 
metamorphosis  of  the  tissues  being  termed  Fatfij  Meta- 
vwrphosis,  that  in  which  it  is  derived  from  the  oleaginous, 
saccharine,  or  nitrogenous  principles  of  the  food — Fatty 
Injiltratiou. 

FATTY  INFIV-TKATION. 


Fie.  5. 


In  Fatty  Inliltratiou,  the  fat  which  is  deposited  within 
the  cells  usually  occurs  as  distinct  drops  of  oil.  Tn  the 
earliest  stages  of  the  process  these  are  very  small,  but  as 
the  depositiou  proceeds  they  gradually  accumulate  and 
run  together,  disjilacing  and  obscuring  the  nucleus  and 
protoplasm,  uutil  the  cell  is  corajiletely  filled  and  dis- 
tended with  oil.  (Fig.  5.)  The  vitality  and  functions  of 
the  cells  are  hut  little  impaired  by 
the  accumulation,  and  the  proto- 
plasm— although  rendered  almost 
invisible  when  this  is  excessive — 
remains  unaltered.  The  cells  within 
which  the  fat  accumulates  not  be- 
ing destroyed,  the  removal  of  the 
fat  is  all  that  is  necessary  to  re- 
store them  to  their  original  condi- 
tion. As  already  stated,  fatty  in- 
filtration occurs  as  a physiological 
process  in  the  growth  of  adij^ose 
tissue,  and  also  in  the  liver  during 
the  digestion  of  an  aliment  rich  in  fatty  suh.stauces. 


i/trer  Cells  in  various 
slnt/es  of  Fatty  Jiijiltra- 
tion.  x300  (Eindfleisoli). 


FATTY  INFILTRATiOS  OF  MUSCLE. 

In  muscle,  fatty  infiltration  is  frecpicntly  met  with  as  a 
morbid  process.  The  cells  in  the  connective  tissue  which 
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•surromida  the  fasciculi  of  tlic  muscle  become  filled  with 
fat ; and  this  development  of  fat  between  the  i)rimitive 
muscular  fasciculi  has  often  heen  confounded  with  degene- 
ration of  the  fibres  themselves.  In  this  hitter  process, 
however,  which  will  subsequently  be  described  as 
■mefanwr2)hosis  of  muscle,  there  is  a direct  metamorphosis 
of  the  muscular  fibres  into  fat;  whereas  in  the  condition 
now  uuder  consideration,  there  is  a deposition  of  fat 
between  the  fasciculi,  which  remain— during  the  early 
stages  at  all  events — unaffected.  The  interstitial  fat 
varies  iu  amount.  In  some  cases  single  rows  of  fat 
cells  alternate  with  rows  of  muscular  fasciculi,  at  other 
times  the  accumulation  is  less  regular,  more  existing  be- 
tween some  fibres  than  between  others ; in  all  cases,  how- 
ever, the  muscular  elements  may  be  discovered  lying 
amongst  the  fat.  (Fig.  G.)  If  the  latter  be  very  con- 
siderable iu  amount,  the  muscle  may  appear  to  the  naked 
eye  to  be  entirely  converted  into  fat ; but  the  microscope 
will  always  reveal  the  muscular  structure  iu  which  it  is 
embedded. 

This  condition  is  frequently  met  with  in  animals  which 
have  been  fattened,  the  fat  increasing  not  only  in  the 
usual  situations,  but  also  accumulating  between  the 
fasciculi  of  the  muscles.  In  muscles  also  which  from  any 
cause  have  for  some  time  been  incapacitated,  and  iu  which 
consequently  the  oxidation  processes  are  reduced  to  a 
minimum,  this  interstitial  growth  is  extremely  liable  to 
occur”;  ex.  gr.  iu  the  extensors  of  the  wrist-joint  in  cases 
of  lead-poisoning,  and  iu  long-standing  paralyses  from 
lesions  of  the  brain  or  cord,  also  in  muscles  which  have 
been  rendered  useless  by  anchylosis  of  a joint.  In  j>ro- 
gressive  muscular  atrojdiy,  as  Virchow  has  showu,  the 
affected  muscles  exhibit  this  change,  together  with  true 
fatty  metamorphosis. 

Fathi  Injilfmiion  of  the  ITeart. — In  the  heart  fatty 
infiltration  is  not  unfreipieiitly  met  with  ; and  here  it  is 
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especially  important  to  distinguish  it  from  the  much  more 
grave  condition  in  which  the  fibres  themselves  are  pri- 

Fig.  6. 


Fattn  Iiiji/trtiliun,  of  Heart.  A section  from  the  more  external 
portion  of  the  left  ventricle  of  the  heart,  showing  the  growth  of 
fat  between  the  muscular  fibres.  The  fibres  are  in  some  places 
atrophied  and  commencing  to  undergo  fatty  mctamoi-jdiosis.  x 2U0. 


marily  affected.  In  health,  there  is  a varying  amount  of 
fat  covering  the  surface  of  the  heart  beneath  the  visceral 
layer  of  the  j^ericardium,  which  is  always  most  abundant 
in  the  grooves  between  the  auricles  and  ventricles,  where 
it  surrounds  the  blood-vessels.  This  may  increase  so  as 
to  completely  envelop  the  organ,  and  at  the  same  time 
gradually  insinuate  itself  between  the  muscular  fibres, 
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Ko  that  to  the  naked  eye  all  apiiearance  of  miiscular 
structure  may  he  losk  the  walls  looking  like  a mass  of 
fat.  In  hearts  less  affected,  strim  of  fat  will  be  seen  lying 
amongst  the  muscle.  (See  Fig.  6.)  The  fat  is  always 
most  abundant  near  the  surface,  the  muscular  structure 
becoming  more  evident  towards  the  endocardium. 

d’he  immediate  effect  of  the  interstitial  growth  is  to 
displace  and  compress  the  mnscular  fibres  between  which 
it  insinuates  itself,  and  in  doing  so  it  diminishes  the  con- 
tractile power  of  the  muscle : this  is  especially  important 
when  occnrring  in  the  heart.  The  pressure,  however, 
which  it  exercises  upon  the  fibres  and  the  accompanying 
blood-vessels,  ultimately  cairses  atrophic  and  degenerative 
changes.  Thus  the  fasciculi  gradually  atrophy,  the  trans- 
verse striation  becomes  indistinct  and  is  rejdaced  by  mo- 
lecular fat ; in  fine,  true  metamorphosis  of  the  muscle  is 
established.  These  two  processes,  indeed,  not  uncommonly 
go  hand  in  hand  together,  the  interstitial  infiltration  pre- 
ceding the  intrastitial  metamoiphosis. 

FATTY  INFILTRATION  OF  TUB  LIVER. 

It  is  in  the  liver  that  fatty  infiltration  assumes  its 
most  important  aspect,  and  in  this  organ  it  is  exceedingly 
frequent,  constituting  what  is  commonly  known  as  the 
“ fatty  liver.”  The  hepatic  cells  always  contain  a small 
quantity  of  fat,  which  is  temporarily  increased  after  the 
ingestion  of  fatty  substances.  It  will  he  well  to  describe 
this  physiological  infiltration  before  proceeding  to  the 
morbid  process. 

The  ingestion  of  an  aliment  rich  in  fatty  substances  is 
followed  by  a temporary  excess  of  fat  in  the  portal  blood, 
and  by  the  deposition  and  temporary  accumulation  of  a 
]jortion  of  this  within  the  hepatic  cells.  This  fat  is  first 
ilcposited  in  the  cells  which  are  in  immediate  contact  with 
the  capillaries  of  the  portal  vein,  and  thus  is  produced 
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an  excess  of  fat  in  the  cells  at  the  circumference  of  the 
hepatic  lobules.  Tliis  gradually  passes  from  the  cells  at 
the  circumference  to  those  in  the  interior,  whence  it  is 
liltimately  conveyed  again  into  the  circulation.  This 
process  goes  on  until  the  excess  of  fat  is  removed  from 
the  blood,  when  the  hepatic  cells  again  acquire  their 
former  character.  There  is  thus  a transitory  accumula- 
tion of  fat  within  the  hepatic  cells  which  is  gradually 
removed,  the  vitality  of  the  cells  not  being  thereby 
impaired. 

The  morbidly  fatty  liver  is  one  which  contains  an  ab- 
normal (piantity  of  fat,  and  here  also,  as  the  fat  is  usually 
deposited  from  the  blood  in  the  portal  capillaries,  the 
increase  is  first  observable  in  the  external  zone  of  the 
hepatic  lobules.  (Fig.  7.)  It  accumulates  here  within 
the  cells  as  minute  globules,  which  as  they  increase 
coalesce  and  form  large  drops  of  fat.  These  ultimately 
completely  fill  and  distend  the  ceils,  which  at  the  same 
time  become  larger  and  more  globular  in  shape.  (See 
Fig.  h.)  As  the  j^rocess  proceeds,  the  accumulation 
advances  from  the  periphery  towards  the  centre  of  the 
lobule,  until  its  whole  mass  may  be  involved,  and  the 
cells  universally  become  distended  with  fat.  The  vitality 
of  the  cells  is  not  materially  impaired  by  the  infiltration  ; 
they  continue  to  perform  their  functions,  as  is  shown  by 
the  i^resence  of  bile  in  the  stools  and  in  the  gall-bladder. 
In  many  exceptional  cases  the  accirmulation  of  fat  is  most 
marked  around  the  hepatic  vein.  This,  according  to 
Virchow,  is  probably  to  be  explained  by  supposing  that 
the  fat  is  becoming  excreted,  and  that  only  the  last  cells 
retain  a little  of  it. 

The  fatty  liver  is  somewhat  increased  in  size,  in  ad- 
vanced stages  often  considerably  so.  The  surface  is 
smooth,  the  edges  are  thickened  and  rounded,  the  specific 
gravity  is  diminished,  although  the  absolute  weight  may 
be  increased.  If  the  infiltration  be  slight,  involving  merely 
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the  portal  zone  of  the  lohales,  the  cot  sm-face  will  present 
a mottled  appearance,  the  external  fatty  zone  being  of  an 


Fig.  7. 


Fiittij  f.irfr.  Sliowiii"  the  aocnmnlatinn  of  fat.  in  tliose  cells 
mon?  especially  ivliieli  are  sit\iatecl  in  the  external  zonii  of  the 
lobule,  'there  is  also  an  increase  in  the  interlobular  connective 
tissue  (Cirrtiosis).  \j.  Hepatic  vein.  I.  Interlobular  ci'unective 
tis.sno.  X !)0. 

opaque  yellowi.sh-white  colour,  whilst  the  central  portion 
remaiiiH  unaltered,  or  is  perhaps  somewhat  liyi)cnemic. 
The  more  extensive  the  iuiiltration  the  larger  is  the  )iale 
zone,  and  nltimiitcly,  when  tlie  whole  lobule  is  involve<i. 
thoro  maj^  ho  left  in  the  centre  merely  it  reddish-hrown 
l)oint,  which  correspomls  with  the  commoncement  of  the 
hepatic  vein;  and  in  many  cases  even  this  jioint  is  losl. 
The  organ  is  then  of  an  almost  nniform  oi>a( pie  yellowish - 
white  colour,  and  the  houudary  between  the  individiuil 
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lobules  may  be  completely  obscured.  In  very  exceptional 
cases  the  accumulation  of  fat  is  mucla  more  abundant  in 
some  portions  of  the  liver  than  in  others,  so  that  on 
section,  yellowish  points  and  streaks  are  seen  scattered 
over  its  surface.  The  consistence  of  the  organ  is  much 
diminished,  it  feels  doughy,  and  pits  on  pressure  with 
the  huger,  and  the  knife  used  to  cut  it  becomes  coated 
with  oil.  The  pressure  exercised  by  the  infiltrated  fat 
produces  considerable  anmmia  of  the  organ,  but  the 
interference  with  the  circulation  is  never  sufficient  to 
cause  ascites,  haiinorrhage,  or  other  evidences  of  portal 
congestion. 

The  liver  is  es2Jecially  liable  to  become  the  seat  of  fatty 
accumulation.  This,  according  to  the  late  Dr.  Bence 
Jones,  is  owing — hrstly,  to  the  excess  of  non-nitrogenous 
oxidisable  matter  which  is  always  j^resent  in  it ; secondly, 
to  the  deoxidised  condition  of  the  jiortal  blood ; and 
thirdly,  to  the  low  j^ressure  and  slowness  of  circulation  in 
the  portal  vessels — conditions  the  least  favourable  to 
oxidation.* 

An  accumulation  of  fat  in  the  liver  occurs  under  two 
opposite  conditions — one  in  which  there  is  general  obesity, 
and  the  fat  accumulates  in  the  liver  in  common  with  other 
parts ; and  another,  in  which  there  is  general  emacia- 
tion, and  a consequent  impairment  of  the  oxygenating 
2)Ower  of  the  blood.  The  fatty  infiltration  of  the  liver 
which  is  so  constantly  associated  with  certain  chronic 
diseases  of  the  lungs,  is  jDrobably  also  partly  due  to  im- 
2)erfect  oxygenation  of  the  blood  from  destruction  of  lung- 
tissue.  Fatty  liver  caused  by  j^hosphorus  and  other 
poisons  has  been  already  alluded  to. 

The  other  variety  of  fatty  degeneration — fatty  meta- 
morphosis, will  be  described  in  the  following  chapter. 


• “Lectures  on  Patliology  and  Therapeutics.”  Dr.  Bcuce  Jones, 
p.  17y. 
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FATTY  DEGENERATION  {continued). 

FATTY  METAMORrUOSIS. 

This  differs  from  fatty  infiltration,  inasmuch  as  the  fat  is 
derived  from  the  albuminous  constituents  of  the  tissues 
themselves,  and  not  from  the  fatty,  saccharine,  or  nitro- 
genous principles  of  the  food. 

The  process  consists  in  the  transformation  of  the  albu- 
minous constituents  of  the  tissues  into  fat,  in  the  manner 
described  in  the  preceding  chapter,  the  cells  being  the 
parts  which  are  most  frequently  affected.  This  fat  makes 
its  appearance  as  minute  granules  and  molecules  within 
the  cells,  usually  first  in  the  protojslasm,  and  subsequently 
in  the  nucleus.  The  granules — which  are  characterised 
by  their  dark  colour,  sharp  contour,  strong  refractive 
power,  and  solubility  in  ether — gradually  increase  in 
number,  until  the  whole  of  the  protoplasm  has  undergone 
the  transformation.  As  they  increase  some  of  them  may 
coalesce,  and  so  form  distinct  drops  of  fat.  As  the  pro- 
cess proceeds  the  cells  undergo  an  increase  in  size  and 
become  more  globular  in  shape.  Ultimately  the  nucleus 
becomes  involved,  the  cell-wall,  when  this  exists,  is  de- 
stroyed, and  the  cell  is  thus  transformed  into  a mass  of 
granular  fat  (Fig.  8). 

These  granules  of  fat  may  remain  in  a coherent  form  for 
some  time  after  the  cell-wall  and  nucleus  are  destroyed  ; 
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they  then  constitute  what  were  fonnei'ly  known  as  the 
“ inflammatory”  or  “ exudation  corpuscles,”  or  “ cor- 

Fig.  a 


Fditij  Mi  tamorphonis  of  Cells,  n.  From  a 
rancur.  h.  From  tlio  braiu  in  olironic  softon- 
iiig.  The  lattor  stiow  tlio  largo  “granular 
corpiisclos,”  and  also  tlio  manner  in  wliicli 
those  become  clisintogratod,  x 200. 

pusclcs  of  Gluge,”  which  are  so  common  in  chronic  cere- 
bral softening,  and  in  other  forms  of  fatty  degeneration 
(Fig.  8,  h.)  Ultimately  the  corpuscles  break  up,  the  albu- 
minous matter  between  the  granules  of  fat  liquefies,  and 
the  fat  becomes  distributed  in  the  tissue  (Fig.  8,  h). 

Types  of  this  pathological  process  are  furnished  by 
many  well-known  physiological  ones,  one  of  the  most 
characteristic  of  which  is  perhaps  the  secretion  of  milk. 
The  mammary  gland  is  a large  racemose  gland,  consisting 
of  innumerable  groups  of  lobules  lined  with  epithelial  cells. 
The  secretion  of  milk  takes  place  in  the  following  manner : 
— The  cells  lining  the  lobules  of  the  gland  multiply 
abundantly,  and  the  new  cells  as  they  are  produced 
gradually  become  converted  into  fat ; the  cell  breaks  up, 
and  the  fatty  matters  in  a more  or  less  coherent  form 
constitute  the  milk-corpuscles.  In  the  earliest  stages  of 
the  process  the  granules  of  fat  cohere  and  form  the 
colostrum-cori^uscles,  which  are  precisely  analogoiis  to 
the  large  granular  corpuscles  met  with  in  chronic  cerebral 
softening,  &c.  (Fig.  8,  h) ; but  as  the  secretion  becomes 
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fully  estaljlislied.,  and  tlie  multiplicatiou  and  disintegra- 
tion of  the  cells  takes  place  more  rapidly,  the  fatty  mole- 
cules become  at  once  distributed  in  the  liquid  in  which 
they  are  suspended,  giving  to  the  secretion  its  charac- 
teristic white  colour.  The  milk-corpuscles  thus  formed 
are  replaced  by  the  continuous  formation  of  new  cells 
from  below,  which  in  their  turn  undergo  fatty  metamor- 
phosis, and  in  this  manner  a continuous  formation  and 
destruction  of  cells  takes  place. 

Other  examples  of  fatty  metamorphosis  are  afforded  by 
the  formation  of  the  sebaceous  matter  of  the  skin,  the 
cerumen  of  the  cars,  and  the  corpus  luteum  in  the  ovary; 
all  of  which  take  place  in  the  same  way  by  the  fatty 
metamorphosis  and  destruction  of  newly  formed  cells. 

The  immediate  effect  of  fatty  metamorphosis  is  to  pro- 
duce more  or  less  softeuiug  of  the  affected  part,  the  cellu- 
lar elements  are  completely  destroyed,  the  intercellular 
substance  also  undergoes  fatty  changes,  and  thus  all  trace 
of  the  original  structure  may  be  ultimately  lost.  This 
destruction  of  the  cells  is  the  essential  feature  of  the 
change,  and  distinguishes  it  from  fatty  injilt  ration,  in 
which  the  cells  within  which  the  fat  accumulates  usually 
remain  intact. 

If  large  tracts  of  tissue  are  affected,  the  change  is 
readily  recognisable  by  the  naked  eye,  by  the  dimiuiition 
in  consistence  and  elasticity  which  are  yiroduced,  and  in 
many  cases  also  by  the  opaque  yellowish-white  colour.  If, 
however,  the  change  is  limited  to  minute  and  isolated 
portions  of  the  tissue,  its  existence  can  only  be  discovered 
with  the  aid  of  the  microscope. 

The  fatty  particles  into  which  the  cells  have  been 
transformed,  under  favourable  circumstances  arc  readil}- 
absorbed.  'This  is  seen  in  the  fatty  degeneration  ami 
absorption  of  iiillarnmatory  products,  such  as  occurs  in 
croupous  pneumonia,  lu  order  for  such  absorption  to 
take  place,  it  is  necessary  that  the  tissue  shoiild  be  freely 
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suiDplied  with  blood-vessels.  If  this  is  not  the  case,  the 
degenerated  products  are  liable  to  imdergo  certain  changes 
whereby  they  become  converted  into  a pultaceous  crumb- 
ling material  somewhat  resembling  cheese  : — this  is  known 
as  caseation. 

Case.\tion. — This  is  a modification  of  the  degenerative 
process  in  which  the  fatty  products  gradually  dry  up  into 
a yellowish  friable  material,  which  has  been  compared  to 
soft  cheese.  This  change  appears  to  be  owing  to  a 
natural  dryness  of  the  degenerated  tissue,  resulting  from 
deficient  vascular  supply.  It  is  most  frequent  in  parts 
which  contain  but  few  vessels,  or  in  those  in  which  these 
become  obliterated  by  some  new  growth.  Growths  com- 
posed of  closely-crowded  cells — as  epithelial  accumulations 
within  the  pulmonaiy  alveoli,  growths  in  the  lymphatic 
glands,  in  the  brain,  and  in  the  osseous  structures,  are  the 
most  liable  to  become  caseous. 

The  process  consists  in  a gradual  drying  up  of  the 
degenerated  elements ; the  fluids  are  absorbed,  the  cells 
— which  are  many  of  them  incompletely  degenerated — 
shrivel  and  atrophy,  the  fat  undergoes  partial  saponifica- 
tion, cholesterine  forms,  and  the  tissue  thus  becomes  con- 
verted into  a soft,  yellowish-white,  cheesy  substance,  com- 
posed of  atrophied  cells,  fatty  debris,  and  cholesterine 
crystals.  This  material  may  gradually  dry  up  more  and 
more,  and  ultimately  become  encapsuled  by  a layer  of 
fibrous  tissue. 

These  cheesy  matters  are  constantly  met  with,  especially 
in  the  lungs,  and  considerable  confusion  has  arisen  as  to 
their  nature  and  origin  in  this  situation.  This  has  pro- 
ceeded from  its  having  been  formerly  the  custom  to  look 
uj:)on  all  cheesy  masses  as  essentially  tubercular.  Tu- 
bercle, it  is  true,  often  undergoes,  to  a greater  or  less 
extent,  fatty  degeneration;  and  it  may  thus,  like  all 
other  structures  which  have  undergone  this  process,  be- 
come converted  into  a yellow  cheesy  substance ; but  it 
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is  by  no  means  true  that  all  cheesy  masses  are  tuber- 
cular. Thus  the  pathological  significance  of  these  cheesy 
masses  is  much  less  limited  than  was  formerly  sirpposed, 
and  is  indeed  almost  coextensive  with  that  of  fatty  dege- 
neration itself.  In  whatever  situation  they  are  met  with, 
they  indicate  merely  that  the  histological  elements  have 
undergone  this  fatty  metamorphosis,  and  under  no  cir- 
cumstances are  they  in  themselves  evidence  of  any  one 
pai'ticular  form  of  morbid  growth. 

The  caseous  mass  may  subsequently  become  calcified, 
or  undergo  a process  of  softening  and  liquefaction. 

Calcification. — This  is  an  advanced  stage  of  the  pre- 
ceding process.  It  most  frequently  occurs  in  those  cases 
in  which  the  caseous  mass  is  completely  enclosed  and 
isolated  from  the  external  air,  as  when  in  the  lymj)hatic 
glands,  in  bone,  or  when  encapsuled  in  the  lungs.  The 
mass  becomes  infiltrated  with  calcareous  particles,  and  is 
thus  converted  into  a calcareous  concretion  (“  see  Calca- 
reous Degeneration”). 

Softening. — This  process  consists  in  a liquefaction  of 
the  caseous  substance,  which  is  jirobably  owing  to  some 
chemical  change  in  its  constituents.  It  most  commonly 
occurs  in  parts  which  come  into  contact  with  the  external 
air,  especially  in  those  situated  in  the  intestine,  in  the 
lu'onchial  mucous  membrane,  and  in  the  lungs.  The 
caseous  mass  liquefies,  and  is  converted  into  a thin  puri- 
form  liquid,  containing  curd-like  cheesy  matter,  which  to 
the  naked  eye  looks  much  like  pus,  but  under  the  micro- 
scope is  seen  to  consist  simply  of  granular  debris,  fat, 
and  chole.sterine  crystals.  This,  if  not  discharged,  may, 
like  the  caseous  masses,  ultimately  dry  up  and  become 
calcified. 


FATTY  DEOENERATION  OF  ARTEKIES. 


Fatty  degeneration  of  arteries  may  be  a primary  or 
secondary  affection.  As  a secondary  process  it  is  met 
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with  in  Atheroma,  in  which  the  fatty  change  is  pre- 
ceded )jy  an  inflammatory  cellular  infiltration  of  the  sub- 
endothelial  connective  tissue  (see  “ Atheroma”). 

Primary  fatty  degeneration  is  a passive  process,  not 
being  preceded  by  any  increased  nutritive  activity  of  the 
parts  affected  by  it.  It  may  affect  both  the  internal, 
middle,  and  external  coats  of  the  artery,  hut  it  is  most 
common  in  the  first-named  situation.  The  change  nsnally 
commences  in  the  endothelium  and  the  connective  tissue  1 
cells  in  the  most  internal  layers  of  the  inner  coat,  small 
groups  of  cells  becoming  affected  in  various  jiarts  of  the 
vessel;  and  it  may  gradually  extend  from  within  out- 
wards, the  intercellular  substance  softening,  until  in  ex- 
ceptional cases,  the  whole  thickness  of  the  intima  is 
destroyed.  (Fig.  P.) 

In  the  eai'lier  stages  of  the  process,  the  condition  is 
recognised  by  the  existence  of  small,  irregular- shaped 


Fig.  9. 


Fatty  Degeneration  of  the  Internal  Coat  of  the 
Aorta.  Minute  yellowisb-wbito  patches  scat- 
tered over  the  lining  membrane  of  tbe  vessel. 

A very  tbin  layer  peeled  oil  and  x 200,  showing 
the  groups  of  fat  molecules,  and  the  distribution 
of  fat  in  tbe  intima. 

patches  of  an  opaque  yellowish- white  colour,  projecting 
very  slightly  above  the  surface  of  the  intima.  These, 
which  are  so  constantly  met  with  on  the  lining  membrane 
of  the  aorta,  may  at  first  he  mistaken  for  atheroma. 
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They  are  iu  mo.st  cases,  however,  readily  distinguishable 
by  their  superficiality,  and  by  the  facility  with  which 
they  can  be  stripped  off  from  the  subjacent  layers,  which 
present  a natural  appearance.  In  atheroma,  on  the  other 
hand — which  affect.s  the  deeper  structures, — if  the  super- 
ficial layer  be  removed,  the  opacity  and  thickening  are 
seen  to  exist  beneath  it.  In  many  cases  the  change  is 
limited  entirely  to  the  innermost  layers  of  the  vessel ; the 
more  the  subjacent  tissues  are  involved,  the  greater  is  the 
irregularity  iu  the  shape  of  the  patches,  and  the  less  readily 
can  they  be  separated  with  the  forceps.  The  opaque 
patches  ultimately  break  down,  the  cells  are  destroyed,  the 
intercellular  substance  soticns,  and  the  granular  deljris 
is  carried  away  by  the  circulation,  leaving  small,  irregular, 
superficial  erosions  upon  the  lining  membrane  of  the 
ve.ssel.  The.se  erosions  are  not  ulcers  iu  the  true  sense  of 
that  term,  not  being  the  result  of  an  active  ])rocess.  They 
resemble  the  superficial  erosions  so  common  iqiou  the 
mucous  membrane  of  the  stomach,  a.s  described  b}’'!)!'. 
Wilson  Fox. 

Simple  fatty  degeneration  may  occur  in  any  of  tlie 
arteries,  but  it  is  in  the  smaller  ones  that  its  injurious 
influence  is  most  markeil,  and  iu  these  it  is  more  especially 
liable  to  affect  the  external  coat.  Here,  by  diminishing 
the  (dasticity  and  contractility  of  the  vessels,  it  causes 
degenorativi?  changes  in  the  parts  which  they  supply,  and 
often  leads  to  rupture.  T’his  is  exeni])lified  by  many  cases 
of  chronic  cerebral  softening,  ami  cerebral  hamiorrhage. 
In  tlie  larger  arteries,  as  the  aorta— where  it  is  exceed- 
ingly common — it  is  of  less  importance,  the  inllammatory 
process,  atheroma,  having  here  a far  more  deleterious 
effect. 

'I'hc  capilhiries  may  also  be  the  seat  of  this  fatty 
change;  the  endothelial  cells  being  destroyed  in  tlie  pro- 
cess, and  the  walls  so  much  damaged,  that  rupture  is 
often  the  ultimate  result.  This  is  very  common  in  tlm 
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smallest  cerebral  blood-vessels,  wbei'e  it  is  a frequent 
cause  of  cerebral  hmmorrbage. 

Passive  fatty  degeneration  of  arteries  is  in  most  cases  a 
senile  change ; it  is  an  expression  of  that  general  impair- 
ment of  vitality  which  exists  in  advanced  life,  and  is 
usually  associated  with  similar  changes  in  other  parts. 
When,  however,  it  is  limited  to  the  largest  arteries,  it  is 
often  met  with  in  early  life  and  in  persons  who  are  other- 
wise perfectly  healthy. 

fATTY  DEGENERATION  OF  TtlE  BRAIN. — CEREBRAL  SOFTENING. 

Fatty  degeneration  of  the  brain  is  met  with  in  those 
morbid  conditions  comiirised  under  the  common  term  of 
“ Cerebral  Softenings.”  Whatever  interferes  with  the 
sup])ly  of  blood  to  the  cerebral  substance  will  tend  to 
produce  fatty  degeneration,  and  hence  softening.  The 
portions  of  the  brain  which  are  the  seat  of  this  change 
may  be  merely  rather  softer  than  the  surrounding  healthy 
tissue — breaking  down  more  readily  under  a stream  of 
water  which  is  allowed  to  fall  upon  them — or  they  may 
be  completely  diffluent.  They  are  never  distinctly  cir- 
cumscribed, but  pass  by  insensible  gradations  into  the 
ueighhouring  tissue. 

Under  the  microscope  the  change  is  seen  to  consist  in 
a disintegration  of  the  nerve-tissue.  The  white  sub- 
stance of  the  fibres  first  coagulates,  then  breaks  up  into 
large  masses,  and  these  subsequently  undergo  fatty  me- 
tamorphosis. The  cells  of  the  neuroglia,  the  small  blood- 
vessels, and  when  the  grey  matter  is  implicated,  the  large 
nerve-cells,  are  also  involved  in  the  fatty  change.  The 
tissue  is  thus  converted  into  broken-down  fibres,  a large 
amount  of  molecular  fat,  and  numerous  large  granular 
corpuscles,  the  so-called  “ exudation  corpuscles”  or  “ com- 
]iound  inflammatory  globules  of  Gluge.”  (Fig.  10.)  These 
corpuscles  were  formerly  looked  upon  in  all  cases  as  the 
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result  of  inflammation,  hence  their  name  ; they  are,  how- 
ever, simply  conglomerations  of  fat  granules  formed  hy  the 


Cltronic  li/iite  Softening  of  the.  Jlrniii.  Show- 
ing the  griumlurforpusclos,  brokon-down  nerve- 
fibres,  and  fat  gramdes,  of  wbicli  the  softene<l 
substance  is  composed.  One  or  two  nucleated 
cells  (probably  nerve-cells)  are,  also  visible. 
X 250. 


degeneration  of  the  cellular  elements.  (See  Fig.  8.)  The 
cells  from  which  they  originate  are,  according  to  Virchow 
and  Robin,  the  cells  of  the  neuroglia — the  connective 
tissue  of  the  brain  : — these  cells  share  in  the  fatty  change, 
and  in  doing  so,  tipjtear  to  undergo  considerable  enlarge- 
ment before  they  are  destroyed  and  the  fatty  matter 
breaks  up.  They  vary  in  size  from  to  -^00  inch  in 
diameter,  the  average  being  yu’oij.  When  the  softening 
affects  the  grey  matter  the  nerve-cells  also  contain  mole- 
cular fat.  The  small  arteries  and  capillaries  running 
through  the  softened  part  are  many  of  them  filled  w'ith 
fat  granules  and  granular  cells.  These  latter  i)robably 
originate  in  the  white  blood-corpuscles  which  have  accu- 
mulated in  the  part  and  undergone  fatty  changes.  i\Iole- 
cular  fat  and  the  large  granular  corpuscles  will  also  be 
seen  adhering  to  the  external  surface  of  the  vessels  ; and 
here  care  is  required  to  distinguish  these  from  fatty  dege- 
neration of  the  vessels  themselves,  to  which  the  cerebral 
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softening  is  so  frequently  due.  As  the  process  proceeds 
the  cerebral  substance  is  completely  destroyed  and  all 
traces  of  nerve-structure  is  ultimately  lost. 

The  colour  of  the  softened  portion  varies  considerably. 
It  may  resemble  that  of  the  surrouiading  healthy  tissue ; 
in  other  cases  it  is  altered  to  a yellowish  or  deep  red  tint. 
According  to  these  variations  in  colour,  cerebral  soften- 
ings have  been  classified  into  white,  yelluiu,  and  red.  The 
colour  depends  in  great  measure  upon  the  amount  of 
blood  contained  in  the  part,  and  on  this  account  is  im- 
portant, as  indicating  the  maimer  in  which  the  softening 
has  been  brought  about. 

Mil  if e Softeninij. — This  is,  in  the  great  majority  of  cases, 
a chronic  condition.  It  occurs  especially  in  old  peojile, 
and  is  usually  due  to  that  disease  of  the  smaller  cerebral 
blood-vessels  and  consequent  interference  with  the  circu- 
lation which  is  common  as  a result  of  age.  The  impair- 
ment of  the  contractile  power  of  the  heart  must  also  con- 
stitute an  auxiliary  in  the  causation  of  the  imperfect 
vascular  supply.  It  is  the  gradual  manner  in  which  the 
supply  of  blood  is  diminished  which  accounts  for  the 
absence  of  hyperamiia  or  limmorrhage,  so  that  the  colour 
of  the  softened  portion  either  resembles  that  of  healthy 
lirain-tissue,  or  is  an  opaque  dirty  white.  White  soften- 
ing is  sometimes  acute,  in  which  case  it  is  usually  due  to 
the  sudden  obstruction  of  the  circulation  by  the  impaction 
of  an  embolus  in  one  of  the  larger  arteries  (see  “Embo- 
lism in  the  Brain”). 

Yelloio  Softening. — This  is,  in  most  cases,  simply  a 
variety  of  the  former  process,  in  which,  from  the  tine 
state  of  division  and  close  aggregation  of  the  fatty 
particles,  a dead  yellowish-white  colour  is  imparted  to  the 
softened  tissue.  This  colour  is  prolaibly  often  partly 
owing  to  the  presence  of  altered  blood  pigments,  the 
result  of  some  previous  slight  extravasation.  The  jhg- 
ment  may  sometimes  be  seen  as  fine  dark  granules,  scat- 
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tered  through  the  cells  of  the  neuroglia  aud  the  nerve-cells 
of  the  grey  matter,  where  at  first  sight  they  look  like 
fatty  particles ; they  are  distinguished,  however,  by  their 
dark  black  colour.  A softening  of  the  brain  more 
rapidly  induced,  as  by  embolism  or  thrombosis,  may  also 
occasionally  be  of  a yellow  colour.  This,  however,  is  only 
the  case  when  the  softened  portion  has  attained  a certain 
age,  and  much  of  the  extravasated  blood  has  been  re- 
moved by  absorption.  Lastly,  a condition  of  gelatinous 
(edema  of  a yellow  colour,  wdiich  has  been  described  by 
Rokitansky  as  often  being  present  in  the  immediate 
vicinity  of  cerebral  tumours,  has  been  regarded  as  a 
variety  of  yellow  softening. 

lied  Softenunj. — This  is  commonly  an  acute  afl'ection, 
most  frequently  dependent  upon  vascular  obstruction, 
either  from  embolism  or  thrombosis.  There  is  intense 
collateral  hypermmia,  rupture  of  capillaries,  and  extrava- 
sation of  blood ; the  softened  tissue  is  consequently  of  a 
deep  red  colour : — this  will  be  described  in  the  chapter  on 
“ Embolism.”  Red  softening  is  also  sometimes  associated 
with  the  chronic  white  variety,  some  of  the  diseased 
vessels  giving  way,  and  thus  extravasation  of  blood  taking 
place  into  the  already  softened  tissue.  Lastly,  red  sof- 
tening may  be  infiammatory  (see  “ Infiammation  of  tin; 
Brain”). 

FATTY  DEGEXERATION  OF  JIUSCLE. 

Both  striated  and  non-striated  muscle  may  be  the  seat 
of  fatty  degeneration.  In  the  latt(;r,  the  muscular  fibre- 
cells  are  the  seat  of  the  change;  they  become  filled  with 
fat  gramdes  and  are  ultimately  destroyed.  This  condi- 
tion is  frequently  met  with  in  the  middle  coat  of  arteries 
which  are  undergoing  fatty  degeneration. 

In  striated  muscle — both  in  the  voluntary  and  in  the 
involuntary  of  the  heart — the  fibres  themselves  are  the 
seat  of  the  morbid  process,  which  consists  in  the  conver- 
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sion  of  the  albuminoug  matter  cf  which  the  fibre  is  com- 
posed into  fat.  The  earliest  stage  of  the  affection  is 
characterised  by  an  indistinctness  in  the  transverse  mark- 
ings of  the  fibres,  which  in  many  parts  become  studded 
with  minute  particles  of  fat.  (Fig.  11.)  These  gradually 
inci'ease  in  number  and  size,  and  are 
usually  distributed  somewhat  irregu- 
larly within  the  sarcolemma.  In  some 
parts  single  rows  of  granules  ai-e  found 
running  along  the  length  of  the  fibre  ; 
in  others,  they  are  grouped  around 
the  nuclei  or  arranged  in  transverse 
lines  corresponding  with  the  striae  of 
the  muscle.  The  fibres  become  ex- 
tremely friable,  and  are  readily  broken 
r;p  into  short  fragments.  As  the 
process  proceeds  the  transverse  mark- 
ings entirely  disappear,  and  nothing  but  molecular  fat 
and  oil  globules  are  seen  within  the  sarcolemma.  The 
sarcolemma  itself  may  ultimately  be  destroyed,  and  no- 
thing remain  of  the  original  fibre  but  the  fatty  debris 
into  which  its  albuminous  constituents  have  been  con- 
verted. This  is  true  fatty  degeneration  of  muscle  ; in  it 
the  muscular  elements  are  destroyed,  and  it  thus  differs 
essentially  from  fatty  infiltration,  in  which  there  is 
simply  a development  of  fat  between  the  fasciculi,  the 
fasciculi  themselves  not  being  primarily  affected  (see 
“ Fatty  Infiltration  of  Muscle”). 


Ftif/i/  Dpf/i‘mration 
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FATTY  DEGEXEEATIOX  OF  THE  HEART. 

It  is  in  the  heart  that  fatty  degeneration  of  muscle 
is  most  frequently  met  with,  and  here  it  assumes  a most 
important  aspect  from  the  deleterious  inlluence  which  it 
exercises  upon  the  motor  power  of  the  organ.  The  mus- 
cular substance  may  be  affected  throughout,  or,  as  is 
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more  frequently  the  case,  the  degeneration  may  he  con- 
fined to  certain  portions  of  it.  It  is  more  common  in 
some  situations  than  in  others.  The  order  of  frequency 
with  which  it  occurs  in  different  parts  is,  according  to 
Dr.  Quaiu,  firstly,  the  left  venti-icle ; secondly,  the  right 
ventricle ; thirdly,  the  right  auricle ; and  fourthly,  the 
left  auricle. 

The  wider  the  extent  of  tissue  that  is  affected,  the  less 
advanced,  as  a rule,  is  the  degree  of  the  degeneration.  It 
is  in  those  cases  in  which  small  tracts  of  tissue  only  are 
involved,  that  the  process  is  met  with  in  its  most  advanced 
stage. 

The  consistence  of  the  degenerated  part  is  always 
diminished,  and  its  colour  altered.  When  the  change  is 
slight,  and  more  or  less  general,  the  muscle  is  somewhat 
softer  and  more  flabby  than  natural ; it  is  more  friable, 
and  often  breaks  with  a soft  granular  fracture.  The 
colour  is  uniformly  rather  paler,  and  more  opaque  than 
that  of  healthy  cardiac  tissue.  Under  the  microscope  the 
muscular  fibres  are  seen  to  have  lost  their  striated  ap- 
pearance, and  to  contain  granules  of  fat. 

This  diffuse  form  of  degeneration  may  occur  in  the 
course  of  those  diseases  in  which  the  oxidation  processes 
are  reduced  to  a minimum ; in  all  those  diseases,  in  short, 
which  are  attended  by  marked  anaamia,  whether  this 
anmmia  be  gradually  or  rapidly  induced.  In  the  case  from 
which  the  accompanying  drawing  was  taken  the  degene- 
ration was  acute  (Fig.  12).  This  was  the  case  of  a weakly 
young  girl  who  was  under  my  care,  suffering  from  slight 
valvular  disease.  She  quickly  succumbed  with  acute 
fatty  degeneration  of  the  heart  and  other  muscles,  which 
was  induced  by  a jtrofuse  loss  of  blood  during  a menstrual 
period,  and  by  inability  to  retain  food.*  In  its  slightest 


• Tliis  case  is  reported  in  “ Trans.  Clinical  Sociotv,  Lond.” 
Vol.  -vdii.  l»7o. 
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degrees  a diffuse  fatty  degeneration  of  the  heart  some- 
times occurs  in  the  course  of  acute  febrile  diseases.  This 
will  be  again  referred  to  in  the  chapter  treating  of  the 
histological  changes  produced  by  pyrexia. 


Fig.  12. 


Heart,  b.  Rectus  abdomiui.s.  The  whole  of  the  heart-tissue 
was  affected  and  also  the  muscles  in  other  parts  of  the  body. 

X 400. 

More  frequent  than  this  diffuse  and  comparatively 
slight  degree  of  degeneration,  affecting  the  whole  or  the 
greater  part  of  the  organ,  is  a condition  in  which,  although 
perhaps  the  change  may  be  more  or  less  general,  it  is 
much  more  advanced  in  some  parts  than  in  others.  In 
such  cases  the  heart  presents  a mottled  appearance ; 
numerous  ojiaque,  iiale  yellowish  or  brownish  patches  are 
seen  irregularly  distributed  throughout  its  substance. 
These  23atches  vary  considerably  in  size  and  form ; they 
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are  met  with  especially  in  the  papillary  muscles,  the 
columnm  carnem,  ami  in  the  layer’s  of  tibres  immediately 
beneath  the  endocardium.  They  may  also  occur  beneath 
the  pericardium,  and  in  the  deeper  portions  of  the  organ. 
They  correspond  with  the  most  degenerated  portions  of 
the  tissue.  They  are  soft  and  flabby,  and  have  a rotten 
consistence,  tearing  readily  under  the  huger.  Under  the 
microscope,  the  hbres  are  often  seen  to  be  m an  advanced 
stage  of  fatty  degeneration  ; their  sarcolenima  contains 
large  molecules  of  fat  and  oil  globules,  which  in  many 
parts  have  escajred  and  he  free  amongst  the  surrounding 
less  degenerated  tissue.  (Fig.  11,  h.)  These  more  localised 
degenerations  are  most  common  in  old  people,  and  vrsually 
result  from  imjierfect  supply  of  blood  due  to  disease  of 
the  coronary  blood-vessels,  and  not  from  conditions  of 
general  anmmia.  'The  peripheral  layers  of  muscular  tissue 
also  frecprently  undergo  extensive  fatty 
degeneration  as  the  result  of  peri- 
carditis. The  connection  between 
these  localised  degenerations  and  rup- 
ture and  aneurism  of  the  heart  is  well- 
known. 

BICOWN  ATROPHY  OF  THE  HEART. 

Closely  allied  to,  and  fz’ccpiently  as- 
sociated with  fatty  degenei’ation  of  the 

heart,  is  the  condition  known  as  brown 

. . , . , , Kl’AIUllfS  of  pig 

atrophy.  Inis  consists  in  a gradual  ment  luid  tlio  atro- 

atrophy  of  the  muscular  fibres,  together 

. , n . ” "no  latter  tiavo  in 

with  the  formation  of  granules  of  soino  pnrt.s  umlor- 

brownish-yellow  or  blackish  pigment,  f f-itU  n>o- 
ihese  granules  ol  pigment  are  either 
grouped  in  clusters  around  the  nuclei,  or  more  generally 
distiibuted  within  the  fibre.  The  fibres  arc  frecpiently, 
at  the  same  time,  the  seat  of  more  or  less  fatty  degene- 
ration. (Fig.  lb.) 


Fio.  13. 
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Brown  atrophy  of  the  heart  usually  occurs  as  a senile 
change,  or  as  a part  of  general  marasmus  from  other 
causes.  It  is  also  met  with  iu  some  cases  of  cardiac 
hypertrophy.  It  is  more  chronic  in  its  course  than  simple 
fatty  degeneration,  and  its  recognition  is  in  most  cases 
impossible  without  the  aid  of  the  mici'oscope. 

FATTY  DEGENEE.ATION  OF  THE  KIDNEYS. 

Fatty  degeneration  of  the  kidneys  frequently  occurs  as 
a result  of  inilammation  of  the  organs.  This  secondary 
degeneration  will  be  alluded  to  when  treating  of  renal  in- 
Hammatious.  Primary  fatty  degeneration  is  much  less 
frequent.  It  must  be  borne  in  mind  that  the  renal 
epithelium  very  commonly  contains  more  or  less  fat ; but 
it  is  only  when  this  is  excessive  that  it  can  be  regarded  as 
a diseased  condition.  This  e.xcessive  formation  of  fat  iu 
the  kidney  is,  I think,  less  common  than  is  generally  sup- 
posed. It  is,  however,  occasionally  met  with  in  chronic 
diseases,  especially  in  pulmonary  phthisis.  It  is  also  a 
result  of  poisoning  by  phosiihorus. 

In  simple  fatty  degeneration  the  change  is  usually  con- 
fined to  the  epithelium  of  tlie  cortex.  The  cortex  presents 
on  section  a somewhat  yellowish-white  surface,  often 
slightly  mottled,  and  this,  in  most  cases,  is  mo.st  marked 
near  the  bases  of  the  pyramids.  There  is  no  adhesion  of 
the  capsule  or  granulation  of  the  surface.  This  change 
appears  to  interfere  but  little,  if  any,  with  the  functions 
of  the  organs,  and  in  this  respect  it  resembles  the  analo- 
gous change  in  the  liver.  It  is  not  accompanied  by 
albuminuria. 


CHAPTER  VI. 


MUCOID  AND  COLLOID  DEGENERATION. 

Under  this  head  is  included  a class  of  morbid  changes 
which  are  characterised  by  a peculiar  softening  of  the 
ti.ssues.  Colloid  and  mucoid  degeneration  have  frequently 
been  described  under  the  common  term  of  “ colloid  soften- 
ings,’' hut,  although  they  are  very  closely  allied  and  fre- 
quently associated,  they  appear  to  constitute  two  distinct 
processes  ; the  former  ahecting  more  especially  the  cells, 
the  latter  the  intercellular  substance. 

Mucoid  Degeneration. — This  consists  in  the  transfor- 
mation of  the  albuminoid  constituents  of  the  tissues  into 
mucin,  owing  to  which  they  become  converted  into  !i, 
material  of  a soft,  mucilaginous,  jelly-like  consistence. 
Tliis  is  the  condition  of  nearly  all  tissues  in  their  imma- 
ture or  fcntal  state : the  connective  tissues  in  the  foetus 
consist  almost  entirely  of  this  soft  mucin-yielding  sub- 
stance. Some  tissues  retain  these  characters  after  birth. 
The  umbilical  cord,  and  the  vitreous  humour  of  the  eye, 
ai’e  both  composed  of  this  substance. 

The  change  affects  especially  the  intercellular  substance, 
less  frequently  the  cellular  elements.  The  intercellular 
substance  of  the  connective  tissues  in  their  fully  developed 
state  consists  of  gelatin  and  choudrin,  and  the  mucoid 
change  is  thus  a reversion  of  this  substance  to  its  fuital 
condition.  When  the  cells  are  aflected,  as  their  proto- 
plasm becomes  transformed  into  mucin  they  are  gradually 
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destroyed.  This  ocenrs  normally  in  the  epithehum  of 
mucous  memhraues. 

ilucin  is  closely  allied  to  albumen,  more  so  than  to 
either  gelatin  or  chondriu : it  differs  from  it  in  not  con- 
taining sulphur.  Like  albumen,  it  is  only  met  with  in 
alkaline  fluids — being  held  in  sohition  by  the  free  alkali — 
from  which  it  is  preegDitated  by  dilute  acetic  acid.  It 
differs  from  albumen  in  being  insoluble  in  an  excess  of  the 
acid,  and  also  in  not  being  prccii^itated  by  boiling,  by 
tannin,  or  by  bichloride  of  mercury : its  behaviour  with 
these  two  reagents  will  also  distinguish  it  from  gelatin 
and  chondriu,  which  are  both  precipitated  by  them. 

Tlie  mucoid  change  is  by  no  means  a common  one.  It 
is  most  frequently  met  with  in  cartilage,  especially  in  the 
inter-vertebral  and  costal  cai'tilages  of  old  j:)eople.  It  also 
occurs  in  serous  membranes,  in  bone,  and  in  many  of  the 
new  formations,  especially  in  those  of  the  connective- 
tissue  ola.ss.  Wherever  it  occurs  it  produces  softening  of 
the  affected  parts ; which  are  transformed  into  a homo- 
geneous, colourless  material,  of  a soft  mucilaginous  jelly- 
like  consistence.  If  the  change  is  limited  to  isolated 
portions  of  the  tissue,  the  softened  parts  surrounded  by 
those  which  are  unaltered,  often  present  the  appearance 
of  cysts.  These  cyst-like  formations  containing  mucoid 
substance  are  not  uncommonly  met  with  in  the  costal 
cai'tilages  and  in  new  growths. 

As  to  the  cause  of  the  mucoid  change,  nothing  is  known. 

Colloid  Degeneeation. — This  differs  from  the  former,  l 
inasmuch  as  it  is  the  cells  which  are  especially  involved  in  I 
the  process. 

The  change  consists  in  the  metamorphosis  of  the  albu- 
minoid constituents  of  the  cells  into  a substance  known  as 
colloid  material.  Colloid  clo.sely  resembles  mucin,  but  it! 
differs  from  it  chemically,  in  containing  sulphur,  and  iiil 
not  being  precipitated  by  acetic  acid.  It  is  a colourless, 
transparent,  glistening  material  of  the  consistence  of  jelly 
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01'  half-set  glue.  It  makes  its  appearance  within  the  cells, 
as  small  lumps,  which  gradually  inci’ease  in  size,  pushing 
the  nucleus  to  one  side,  until  they  completely  lill  the  cell. 
(Fig.  14.)  The  cells  are  thus  destroyed,  and  converted 
into  colloid  masses.  The  small  colloid 
masses  subsecpiently  swell  up,  coalesce, 
and  so  form  larger  masses  of  firm, 
transparent,  yellowish,  jelly-like  ma- 
terial, which  are  readily  to  he  recog- 
nised hy  the  naked  eye.  As  the  colloid 
matter  increases,  and  the  cells  are 
destroyed,  the  intercellular  substance 
atrophies  or  softens,  and  in  this  way 
cyst-like  cavities  are  formed  within 
which  is  contained  the  gelatinous  sul.i- 
stance.  Here  it  may  subsequently 
undergo  a process  of  liquefaction.  (See 
Fig.  49.) 

The  colloid  change  is  most  common 
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Colloid  Ci-llii,  froiii 
a colloid  cancer, 
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in  enlargements  of  the  thyroid  gland,  in  the  lymphatic 
glands,  in  the  choroid  plexus,  and  especially  in  many  of 
the  new  formations.  (See  “Colloid  Cancer.”)  Its  causes 
and  nature  are  as  obscure  as  those  of  the  allied  mucoid 
softening. 


It  is  when  occurring  in  new  formations  that  these  tw<f 
forms  of  degeneration  assume  their  most  important 
aspects.  Certain  varieties  of  tumours  may  originate  as 
mucoid  or  colloid  growths,  or  ma}'  subsequently  undei'gn 
these  morbid  transformations.  The  mucous  tumours 
(myxomata),  which  resemble  in  structure  the  umbilical 
cord,  consist  entirely  of  a gelatinous  mucin-yielding  sub- 
staircc.  The  sarcomata,  lipomata,,  imchondroimita,  and 
the  cancers  may  also  become  the  scats  of  these  forms  of 
softening. 

Fuch  growths  have  sometimes  been  described  as  gcla- 
tiniform  or  colloid  auicers,  tins  term  Having  been  applied 
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to  them  without  any  regard  to  their  structure  or  real 
nature.  Cancers,  it  is  true,  may  undergo  a colloid  change 
(see  “ Colloid  Cancer”) ; hrrt  it  is  by  no  means  true  that 
all  tumours  possessing  these  soft  gelatiniform  cha- 
racters are  cancers.  The  terms  “ mucoid”  or  “ colloid” 
applied  to  a new  gro\vth,  merely  imply  certain  physical 
and  chemical  characters,  and  convey  but  little  information 
as  to  its  real  nature. 


CHAPTER  VII. 


AMYLOID  DEGENEKATIOX. 

Amyloid  degeneration,  which  is  one  of  the  most  im- 
portant of  the  degenerative  processes,  consists  in  the 
intiltration  of  the  tissues  with  a peculiar  liomogoneous 
translucent  substance  closely  resembling  albumen,  by 
which  their  vitality  becomes  diminished  and  their  func- 
tions impaired. 

It  is  often  known  as  the  laydnccous,  or  wax.ij  change, 
the  organs  affected  by  it  having  somewhat  the  appear- 
ance of  lai’d  or  wax.  The  term  “ <iiiii/Ioid'’ — which  was 
applied  to  it  by  Virchow,  from  the  supposed  resemblance 
of  the  new  material  to  cellulose  or  starch— as  being 
that  by  which  it  is  perhaps  most  generally  known,  is 
here  adopted. 

This  form  of  degeneration  is  very  rarely  a primary 
affection,  but  almost  invariably  occurs  as  the  secpiel  ol' 
some  other  disease.  It  a[ipears  to  be  associated  with 
certain  cachectic  conditions,  brought  on  liy  many  ex- 
hausting diseases.  It  is  in  those  diseases  which  are. 
attended  by  profuse  and  long-continued  suppuration, 
such  as  chronic  diseases  of  bone,  emiiyema,  chronic  dis- 
integrative diseases  of  the  lungs,  chronic  jiyelitis,  and 
chronic  intestinal  ulceration,  tliat  the  amyloid  clnuigi* 
most  frequently  occurs.  It  also  frcipiently  occurs  in  tlu^ 
advanced  stages  of  constitutional  syphilis,  but  usually 
only  in  those  cases  in  which  there  is  chronic  bone  diseasi! 
or  chronic  ulceration. 
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Every  organ  and  tissue  may  be  the  seat  of  the  change  ; 
those,  however,  in  which  it  is  especially  prone  to  occur, 
are  the  kidneys,  the  liver,  the  spleen,  the  lymphatic 
glands,  and  the  intestines.  It  is  met  with  less  frequently 
in  the  stomach,  in  the  supra-renal  capsules,  in  the 
])harynx  and  oesojihagns,  in  the  bladder,  prostate,  and 
generative  oi'gans,  in  sei’ous  membranes,  in  the  mem- 
branes of  the  brain  and  cord,  and  in  muscle.  It  is  rarely 
limited  to  one  organ,  but  several  organs  are  almost 
invariably  simultaneously  affected  by  it. 

Respecting  the  nature  of  the  new  material  which  infil- 
trates the  tissues,  the  analyses  of  Kekulc  and  Schmidt 
show  that  it  is  a niti-ogonous  substance  closely  allied  to 
allmmeu.  The  conclusions  arrived  at  by  these  observers 
are,  however,  not  satisfactory,  as  they  were  unable  com- 
pletely to  separate  the  substance  from  the  tissues  in 
which  it  was  deposited.  More  recently,  Kiiline  succeeded 
in  more  completely  isolating  it.  He  submitted  the 
affected  organs  to  a process  of  artificial  digestion,  and 
inasmuch  as  the  amyloid  substance  is  not  dissolved  by 
digestion  with  pejDsin,  it  was  thus  obtained  free  from  the 
tissues  in  which  it  was  contained.  The  result  of  Kiihne’s 
analyses  are  very  similar  to  those  of  Kekule  and  Schmidt. 
Dr.  Dickinson  regards  the  new  substance  as  fibrin  deprived 
of  its  alkaline  salts.  The  investigations  of  Dr.  Marcet* 
show  that  the  infiltrated  organs  are  considerably  deficient 
in  potash  and  phosphoric  acid,  whilst  they  contain  an 
excess  of  soda  and  chlorine.  In  conclusion  it  may  be 
stated  that,  although  the  precise  composition  of  the 
amyloid  substance  has  not  yet  been  determined,  the 
results  of  the  several  analyses  appear  to  justify  the 
opinion  that  it  is  some  modification  of  fibrin. 

The  most  characteristic  feature  of  the  amyloid  sub- 


* See  “ Pieport  of  Committee  on  Lardaceous  Disease,”  Trans. 
Path.  Soc.  Loud.  1871. 
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stance  is  the  peculiar  reaction  which  it  gives  with  iodine, 
and  with  iodine  and  sulphuric  acid.  If  an  acpreous 
solution  of  iodine — made  with  the  help  of  potassium 
iodide — he  aiDphed  to  an  amyloid  organ,  the  affected  por- 
tions change  to  a deep  reddish-brown  colour.  This  is 
not  joermanent,  but  gradually  passes  off,  and  the  part  re- 
gains its  former  appearance.  If  the  application  of  the 
iodine  be  followed  by  the  cautious  addition  of  sulphuric 
acid,  a blackish-blue  or  violet  tint  is  produced.  This 
latter  reaction,  however,  is  not  easily  obtained,  con- 
siderable nicety  being  required  in  the  ai^j^lication  of  the 
reagents.  The  following  is  the  method  for  obtaining  it, 
recommended  by  Professor  Virchow  : — A dilute  aqueous 
solution  of  iodine  must  be  allowed  to  soak  well  into  the 
tissue,  the  excess  must  be  poured  off,  and  a single  drop  of 
concentrated  sulphuric  acid  gradually  added,  when  a blue 
or  violet  colour  will  be  produced,  either  at  once  or  after 
some  time.  In  the  hands  of  English  pathologists  this 
latter  reaction  has  certainly  met  with  but  little  success ; 
and  if  the  colour  be  obtained,  it  is  by  no  means  satis- 
factory, and  more  nearly  resembles  a black  than  the  blue 
which  has  Ijeen  described.  Fortunately,  however,  the 
I'eaction  with  iodine  alone  is  jierfectly  characteristic,  and 
the  attempt  to  obtain  the  blue  by  the  subsequent  addition 
of  sulphuric  acid,  is  therefore  quite  unnecessary.  If  the 
change  is  at  all  advanced,  the  reddish-brown  colour  will 
be  produced  by  merely  pouring  the  acpieous  soluti(.)u  of 
iodine  over  the  cut  surface  of  the  organ  ; but  in  slighter 
degrees  of  the  affections,  thin  sections  must  be  made  with 
a Valentin’s  knife,  and  well  washed  with  water  to  remove 
the  blood,  before  the  coloration  with  iodine  can  be  ol)- 
tained. 

Upon  considering  the  above  reactions,  it  wUl  be  seen 
that  they  resemble,  in  some  respects,  those  exhibited  by 
some  well-known  organic  substances.  Cellulose — the 

substance  which  forms  the  external  membrane  of  vege- 
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table  cells — yields  a blue  when  treated  with  iodine  and 
sulphuric  a»id,  and  so  far  resembles  the  amyloid  material ; 
but  differs  in  not  being  coloured  by  iodine  alone.  The 
same  is  true  of  cholestcrin ; this  also  gives  a reddish- 
brown  with  sul2ihuric  acid,  birt  is  not  altered  by  iodine. 
To  starch,  the  resemblance  is  not  so  marked  as  to  the  two 
l)receding  substances  : with  this,  iodine  produces  a blue 
colour  without  the  addition  of  the  acid. 

'I'lie  amyloid  substance  almost  invariably  makes  its 
aiij:)earance  first  in  the  small  arteries  and  caihllaries,  and 
subsequently  extends  from  them  to  the  surrounding  tis- 
sues. 'The  cells  of  the  intima  and  of  the  muscular  coat 
are  the  first  to  become  infiltrated,  then  the  remaining 
structures  of  the  artery.  When  the  vessels  have  become 
infiltrated,  the  amyloid  matter  extends  to  the  immediately 
surrounding  ])arts  ; it  invades  both  the  cells  and  the 
intercellular  substance,  and  may  gradually  extend  until 
the  whole  organ  is  comiiletely  im2:)regnated. 

The  changes  produced  in  the  tissues  by  this  infiltration 
are  very  characteristic.  The  cells  as  they  become  filled 


Fig.  15. 


hirer  Cells  iufiltraled  irilh  the  Aiin/loid  Siihstavce. 
a.  Siugle  colls,  b.  Cells  wLiioli  liavc  coalesced. 

X 30U.  (Eiudfleiscli.) 

with  the  new  material  gradually  increase  in  size ; they 
lose  any  irregularities  in  their  contour,  and  become 
rounder  and  more  regular  in  shaj^e ; their  nuclei  dis- 
appear, and  the  whole  cell  is  converted  into  a structure- 
less homogeneous  body,  which  has  a jieculiar  translucent 
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glistening  appearance.  (Fig.  15,  a.)  If  the  cell.s  are  in 
close  contact  many  of  them  may  coalesce,  and  their  dis- 
tinctive boundaries  thus  become  obliterated.  (Fig.  15,  h.) 
The  intercellular  substance  in  the  same  way  accj^uires  a 
homogeneous  glistening  ajipearance.  The  walls  of  the 
small  arteries — in  which,  as  already  stated,  the  change 
commences — become  considerably  thickened,  the  cells  of 
the  muscular  coat  enlarge  and  ultimately  coalesce,  the 
calibre  of  the  vessel  becomes  dhniuishcd,  and  the  cir- 
culation through  it  is  consequently  impeded.  (See 
Fig.  17.) 

Organs  in  which  this  change  is  at  all  advanced,  present 
features  so  characteristic  that  its  nature  can  he  readily 
recognised  by  the  naked  eye.  They  are  usually  consider- 
ably increased  in  size  ; their  absolute  weight  is  increased, 
and  also  their  specific  gravity  ; their  surface  is  smooth, 
and  the  capsule  tense  and  stretched  ; their  consistence  is 
firm  and  somewhat  clastic.  On  section  they  exhibit  a 
pecular  homogeneoirs,  glistening,  translucent  appearance, 
somewhat  rescmhling  wax  or  glue.  Owing  to  the  dimi- 
ni.shed  calibre  of  their  blood-vessels  and  to  the  pressure 
exercised  by  the  new  material,  they  contain  but  little 
blood,  and  hence  are  always  jrale  in  colour.  The  change 
may  involve  the  whole  organ,  or  it  may  be  limited  to 
certain  portions.  In  the  S])lecn,  for  example,  it  is  fre- 
quently limited  to  the  IMalpighian  cor]niscles  ; and  in  the 
liver,  to  the  cells  in  the  more  immediate  vicinity  of  the 
hepatic  artery. 

Although  the  above  characters  are  often  sufficiently 
marked,  they  should  always  he  confirmed  liy  the  applica- 
tion of  iodine  to  the  cut  surface  of  the  organ.  I n slighter 
degrees  of  the  affection — when  the  physical  character.s 
are  hut  little  altered — the  application  of  this  reagent 
becomes  necessary  in  order  to  discover  the  presence  of  the 
new  substance.  In  these  cases,  merely  pouring  the  solu- 
tion over  the  organ  will  often  fail  to  produce  the  charac- 
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teristic  staining ; and  it  will  be  necessary  to  make  thin 
sections  with  a Valentin’s  knife,  and  wash  them 
thoroughly  with  water  to  remove  the  blood,  before  the 
reaction  can  be  obtained.  In  the  earliest  stages  of  the 
change  the  use  of  the  microscope  may  be  necessary  for 
its  recognition. 

The  effect  of  amyloid  degeneration  is  to  impair  or  even 
to  completely  destroy  the  nutrition  and  function  of  those 
organs  which  are  aifectcd  by  it.  This  is  owing  to  two 
causes — the  obstruction  offered  to  the  circulation,  and  the 
direct  influence  of  the  new  material  upon  the  parenchyma 
of  the  organ.  The  obstruction  to  the  circulation,  which 
results  partly  from  the  diminution  in  the  calibre  of  the 
small  arteries,  and  partly  from  the  general  pressure  exer- 
cised l)y  the  infiltrated  srdjstauce,  causes  an  insufficiency 
in  the  supply  of  arterial  blood.  As  a consequence  of  this, 
secondary  atrophic  changes  are  induced  in  various  parts ; 
the  cells  may  ati'ophy  and  undergo  fatty  metamorphosis, 
which  indeed  is  frequently  associated  with  the  amyloid 
change.  The  vitality  of  the  cellular  elements  is  still 
further  impaired  by  their  infiltration  with  the  new  ma- 
terial, and  thus  all  manifestations  of  their  functions  may 
idtimately  cease. 

As  this  form  of  degeneration  is  almost  invariably 
secondary  to  some  grave  constitutional  state,  it  can  rarel}'- 
be  looked  upon  as  in  itself  a cause  of  death,  although  it 
may  materially  hasten,  and  even  determine  the  fatal 
termination. 

Having  thus  described  the  nature  of  the  amyloid  sub- 
stance, and  the  way  in  which  it  makes  its  appearance  in 
the  several  tissues  of  an  organ,  it  remains  to  consider  the 
source  from  which  it  is  derived.  The  disease,  as  already 
stated,  appears  to  be  an  infiltration,  and  to  consist  in  the 
deposition  of  a new  material  from  the  blood  in  the  various 
tissues  and  organs.  The  existence,  however,  of  any  albu- 
minoid substance  in  the  blood  which  resembles  amyloid 
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in  its  reaction  with  iodine,  has  never  been  made  out,  even 
in  the  most  marked  cases  of  the  disease.  This  fact  must 
therefore  negative  the  supjjositiou  that  it  is  a simple 
infiltration.  If  the  new  material  be  derived  from  the  blood 
at  all,  it  must  undergo  some  chemical  change  subsec[uently 
to  its  deposition  in  the  tissues.  Dr.  Dickinson  considers 
that  it  is  dealkalised  fibriu,  which  is  dejiosited  in  conse- 
quence of  the  loss  of  the  alkali  which  it  normally  contains. 
This  loss  of  alkali  he  attributes  to  the  chronic  suijpuration 
which  usually  precedes  the  disease,  pus  coutaiuing  large 
quantities  of  potassium  and  sodium  salts.  He  conse- 
quently terms  the  disease  “ dejmrativo  infiltration''* 
Whether  this  be  so  or  no,  it  is  probable  that  some  ab- 
normal condition  of  the  blood  is  the  cause  of  the  disease, 
and  that  the  change  itself  consists  in  the  retention  and 
coagulation  in  the  tissues  of  some  albumiuoid  substance 
which  is  deidved  from  the  nutritive  fluids.  The  way  in 
which  the  several  tissues  of  an  organ  are  affected,  the 
change  almost  invariably  commencing  in  the  small  nu- 
trient blood-vessels,  and  extending  from  them  to  the  sur- 
rounding parts ; the  general  character  of  the  affection, 
several  organs  being  simultaneously  involved;  together 
with  the  fact  that  it  is  almost  invariably  secondary  to 
chronic  suppurative  diseases — point  to  some  alteration  in' 
the  composition  of  the  blood  as  the  cause  of  the  degene- 
ration. 

AlIYLOID  DEGENEllATION  OF  TUE  LIVER. 

The  liver  is  one  of  the  most  frequent  scats  of  the 
amyloid  change,  and  here,  as  in  other  parts,  it  probably 
commences  in  the  small  nutrient  blood-vessels,  although 
the  alterations  are  much  the  most  marked  in  the  hepatic 
cells.  The  minute  branches  of  the  hepatic  artei-y  are  first 
affected,  and  from  these  the  infiltration  gradually  extends 


* “ Medico-CLiirurgical  Transactions,”  vol.  1. 
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to  the  hepatic  cells  immediately  adjacent,  until  ultimately 
the  whole  organ  may  become  involved. 

If  a liver  be  examined  in  the  earlier  stages  of  the  affec- 
tion, and  the  iodine  solution  applied  to  thin  washed  sec- 
tions of  the  organ,  it  will  be  found  that  the  characteristic 
staining  is  limited  to  certain  portions  of  the  lobules— viz., 
to  those  which  are  situated  between  their  external  and 
central  parts.  This  intermediate  portion  corresponds 
with  the  distribution  of  the  hepatic  artery,  and  the  rami- 

Fio.  IG. 
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Ami/loi<l  Lh'er.  A portion  of  ono  lotiule,  showing  tlio 
enlargement  and  fusion  of  the  hepatic  cells,  and  the  greater 
implication  of  the  intermediate  zone  of  the  lobule.  At  the 
more  external  portion  of  the  lobule  are  seen  several  fat 
cells,  a certain  amount  of  fatty  infiltration  being  associated 
with  the  amyloid  change,  v.  Hepatic  vein,  x lOU. 


fications  of  this  vessel  together  with  the  hepatic  cells 
situated  in  their  vicinity  are  the  first  to  become  affected. 
(Fig.  16.)  As  the  change  advances  the  whole  lobule  may 
ultimately  become  involved.  The  alterations  in  the  hepatic 
cells  are  very  characteristic.  They  are  much  enlarged, 
irregular  in  outline,  their  nuclei  are  imperceptible,  and 
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many  of  them  are  fused  together  into  irregular-shajDed 
masses.  (See  Fig.  15.) 

The  earliest  seat  of  the  amyloid  change  thus  differs 
from  that  of  the  fatty.  Iii  fatty  infiltration  it  is  the  most  l 
external  portion  of  the  lobule  in  which  the  fat  first  accu-  1 
mulates — that  which  corresponds  with  the  distribution  of 
the  portal  vein.  (See  Fig.  7.)  It  differs  also  from  that 
pigmentation  of  the  hepatic  cells  resulting  from  me- 
chanical congestion,  which  takes  place  in  the  most  central 
portion,  around  the  hepatic  vein.  (See  “ Nutmeg  Liver.”) 
Thus  in  each  hepatic  lobule  three  zones  may  be  distin- ) 
guished : — an  external  one,  which  is  the  chief  seat  of  I 
the  fatty  change ; a central  one,  which  is  the  chief  seat  ' 
of  the  pigmentary  change  ; and  an  intermediate  one,  which 
is  the  chief  seat  of  the  amyloid  change.  These  three  zones, 
indeed,  may  frecpiently  be  recognised  by  the  naked  eye, 
the  pale  opacpie  external  one  contrasting  strongly  with 
the  intermediate  one  which  is  translucent,  and  with  the 
darker  central  one.  In  the  mo.st  advanced  stages  of  the 
disease,  however,  both  the  external  and  central  portions 
of  the  lobule  may  become  involved,  and  the  cut  surface 
pre.sent  an  almost  uniforndy  homogeneous  ajipearance. 

The  amyloid  liver  is  increased  in  size,  often  very  con- 
siderably so ; it  may  be  so  large  as  almost  completely  to 
fill  the  abdominal  cavity.  The  enlargement  is  uniform,  ' 
and  hence  the  natural  configuration  of  the  organ  is  but 
little  altered.  Its  weight  is  increased,  and  also  its  specific 
gravity.  Its  edge  is  rounded,  the  surface  is  smooth,  and 
the  capsule  appears  tense  and  stretched.  The  consistence 
is  firm  and  elastic.  The  cut  surface  is  dry,  bloodless, 
smooth,  translucent,  and  wa.xy-looking,  and  of  a pale 
reddish-grey  or  dirty  yellow  colour.  If  the  change  is  very 
far  advanced,  the  tissue  may  be  2>crfectly  homogeneous, 
all  distinction  between  the  individual  lobules  being  lost. 
In  other  cases  the  lobules  are  distinctly  ma])i)ed  out; 
they  are  enlarged,  and  the  external  zone  may  be  of  an 
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opaque,  yellowisli-wliite  colour  owing  to  the  presence  of 
fat.  This  association  of  the  fatty  and  amyloid  changes  is 
exceedingly  common.  Amyloid  infiltration  does  not  ob- 
struct the  portal  circulation,  and  hence  does  not  cause 
ascites.  It  impairs  the  vitality  of  the  hepatic  cells,  and 
thus  interferes  with  the  functions  of  the  organ. 


AMYLOID  DEGENERATION  OF  TUE  KIDNEYS. 

The  kidneys  are  very  liable  to  be  involved  in  the  amy- 
loid change,  and  hei'e  it  is  the  smaller  blood-vessels  which 
are  more  especially  affected.  It  may  constitute  in  them 
the  primary  lesion,  or  it  may  occur  subsequenily  to 
inflammatory  conditions  implicating  the  secreting  and 
interstitial  structures.  As  a primary  change  it  is  an 
important  variety  of  Bright’s  disease. 

The  process  commences  in  the  tufts  of  vessels  which 
form  the  Malpighian  bodies,  the  walls  of  which  become 
thickened  by  the  infiltration  of  the  new  material,  so  that 
the  tufts  are  increased  in  size.  It  then  proceeds  to  the 
small  afferent  arteries,  and  ultimately  to  the  vasa  effe- 
rentia,  and  to  the  arteriolae  rectm  which  run  through  the 
medullary  portion  of  the  organ.  The  changes  produced 
in  the  vessels  are  very  characteristic.  Their  walls  are  con- 
siderably thickened  and  their  calibre  is  so  much  dimi- 
nished that  the  smallest  ones  cannot  be  artificially 
injected.  This  thickening  of  the  walls  of  the  vessels  is 
mainly  owing  to  alterations  in  their  muscular  coat,  and 
especially  to  the  cells  of  the  circular  muscular  layer. 
These  cells  are  much  increased  in  size,  they  are  more  or 
less  globular  in  shape,  and  many  of  them  have  lost  their 
distinctive  outlines.  The  longitudinal  muscular  fibres  and 
the  most  internal  coat  of  the  vessel  are  often  seen  as  one 
homogeneous,  glistening,  structureless  layer.  (Fig.  17.) 
After  the  vessels  have  become  infiltrated,  and  before 
those  in  the  pyramids  are  affected,  the  deposition  extends 
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to  the  intei'tnbiilar  tissues  of  the  cortex,  into  which  the 
amyloid  substance  is  poured,  imbedding  the  tubuli  urini- 
feri  in  its  course.  In  some  parts  it  appears  that  the 
exudation  takes  place  into  the  tubes  themselves  as  the 
casts  which  they  contain  are  occasionally  deeply  stained 

Fig.  17. 


Amuloid  l)i‘C/em‘ralion  nf  a Mnlpi<ihkni  Tuft  nnd  suiuU 
Artiri/  of  the  Kidiie;/.  Siiowiiig  tliu  tliickouing  of  the  walls 
of  tliu  vessel,  the  eiil.argoiiient,  of  the  cells  of  the  circular 
muscular  coat,  aurt  the  homogeneous  layer  formed  by  the 
iutima  and  loiigitudiual  muscular  fibres,  x 2t)U,  reduced  Y 


by  the  iodine  solution : this,  however,  is  far  from  being 
frequently  the  case.  In  the  earlier  stages  of  the  process — 
if  the  organ  is  not  the  seat  of  any  other  niorliid  change — 
the  tubes  and  their  lining  epithelium  present  a perfectly 
natural  appearance.  Many  of  them  contain  pale  hyaline 
casts,  which  also  appear  in  the  urine.  These,  however, 
arc  probably  simply  exudation  products ; altliough  from 
the  reaction  they  occasionally  exhibit,  it  appears  that 
they  sometimes  consist  of  the  same  material  as  tluit 
which  permeates  the  vessels  and  intcrtubular  structures. 
As  the  change  proceeds,  find  the  new  material  increases 
in  amount,  the  tubes  become  compressed,  and  in  many 
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places  completely  obstimcted.  If  the  compi'ession  is  not 
uniform,  they  may  dilate  and  form  small  cysts.  The 
epithelium,  which  was  at  first  normal,  owing  to  the  in- 
terference with  its  nutrition,  ultimately  atrophies  and 
undergoes  fatty  changes.  In  some  cases  it  apjDcars  to  be 
the  seat  of  a catarrhal  process,  and  the  tubes  are  found 
blocked  with  epithelial  products.  There  is  also  not  in- 
frequently an  increase  in  the  iutertubular  connective 
tissue. 

The  first  effect  of  this  change  is  to  obstruct  the  circxr- 
latiou  in  the  cortex.  The  blood-vessels,  diminished  in 
calibre,  allow  little  but  the  liquor  sanguinis  to  pass 
through  them,  the  passage  of  the  blood-corpuscles  being 
to  a great  extent  prevented : hence  the  pallor  of  this 
portion  of  the  organ.  The  arterial  walls  are  so  altered 
that  fluids  and  albumen  readily  permeate  them ; and 
thus  is  produced  the  large  quantity  of  urine,  loaded  with 
albumen,  which  characterises  the  earlier  stages  of  this 
affection.  As  the  infiltration  increases,  and  the  tubes 
become  obstructed,  the  urine  diminishes  in  quantity.  The 
excretion  of  urea  is  less  interfered  with  than  in  other 
forms  of  Bright’s  disease,  and  hence  symjAoms  due  to  its 
retention  seldom  occur.  Tube  casts  are  rai'ely  numerous ; 
they  are  for  the  most  part  hyaline  or  finely  granular, 
though  sometimes  they  are  covered  with  fatty  epithelium. 

In  the  earher  stages  of  the  affection,  the  cortex  of  the 
kidney  is  merely  rather  paler  than  natural,  and  perhaps 
somewhat  firmer  in  consistence ; but  otherwise  it  pre- 
sents no  abnormal  appearance.  It  is  only  upon  the  apjDh- 
cation  of  iodine  to  the  cut  surface,  or  to  thin  washed 
sections  of  the  organ,  that  its  diseased  condition  becomes 
evident.  When  this  test  is  employed,  the  Malpighian 
bodies  at  once  become  appai'ent  as  minute  red  jDoints 
scattered  through  the  cortex.  As  the  disease  advances, 
the  size  of  the  organ  increases ; the  enlargement,  how- 
ever, is  principally  confined  to  the  cortex.  The  surface  is 
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smooth,  and  the  capsule  separates  readily.  The  enlarged 
cortex  is  remarkably  pale  and  anmmic,  and  has  a peculiar 
translucent,  homogeneous,  wax-like  appearance.  Its  con- 
sistence is  hard  and  firm.  A few  scattered  vessels  may 
be  seen  on  the  surface,  and  the  bases  of  the  pyramids 
sometimes  exhibit  an  increased  amount  of  vascularity. 
If  iodine  be  poured  over  the  cut  surface,  the  Malpighian 
bodies  and  the  arteries  of  the  cortex  become  mapped  out 
almost  as  clearly  as  in  an  artificial  injection.  The  enlarged 
Malpighian  bodies  may  indeed  usually  bo  seen  as  glisten- 
ing points  before  the  iodine  is  applied.  Frequently,  the 
homogeneous  appearance  of  the  cortex  is  interrupted  by 
minute,  opaque,  yellowish-white  lines  and  markings ; 
these  are  produced  by  the  fatty  changes  in  the  epithelium 
of  the  tubes,  which  so  commonly  occur  in  the  later  stages 
of  the  affection.  Ultimate^,  the  capsule  may  become 
more  or  less  adherent,  and  slight  irregular  depressions  may 
make  their  appearance  upon  the  surface  of  the  organ ; 
the  latter  are  due  to  atrophic  changes  in  some  of  the 
tubes.  If,  as  is  not  unfrequeutly  the  case,  the  infiltration 
is  associated  with  an  increase  in  the  intertubular  con- 
nective tissue,  the  atrophy  of  the  organ  will  be  more 
marked.  (See  “Interstitial  INephritis.”) 

AMYLOID  DEGENERATION  OF  TUE  .SFLEEN. 

Amyloid  degeneration  of  the  spleen  is  met  with  in  two 
forms — one  in  which  the  disease  is  limited  to  the  Mal- 
pighian corpuscles  (“  Sago  Spleen”),  and  the  other  iji 
which  the  pulp  appears  to  bo  chielly  implicated.  The 
former  is  much  the  more  commou  condition.  In  it  the 
Malpighian  corpuscles  beeome  infiltrated  with  the  amyloid 
substance  and  converted  into  translucent  wax-like  bodies, 
much  like  boiled  sago ; — hence  its  name.  The  iirocess 
commences  in  the  small  arteries  of  the  cor[niscle,  and  it  is 
only  after  these  have  become  infiltrated  that  it  extends  to 
the  corpuscles  themselves.  The  small  lymphatic  cells  of 

G 


82 


NUTEITION  IMPAIEED. 


which  the  corj^uscle  is  made  up  ai'o  then  involved  in  the 
process,  they  increase  in  size,  become  more  irregular 
in  outline,  many  of  them  coalesce,  and  ultimately  the 
whole  is  converted  into  a pale,  firm,  translucent,  glistening 
mass.  (Fig.  18.) 

Fig.  18. 


Amt/loid  Dt'ffi'ncrdlion  of  the  Spkni — “ Sago  SpUen."  A 
portiou  of  ono  of  tlieiiililtratod  Malpighiau  corpuscles 
willi  the  adjiicciif  normal  splenic  tissue  h.  Showing 
the  increase  in  size,  and  in  many  parts,  the  coales- 
cence of  the  cells,  of  which  the  corpuscle  is  composed. 

X 200. 

The  sago  sideen  is  more  or  less  enlarged;  its  weight 
and  den.sity  are  also  increased.  The  cut  surface  is  smooth, 
dry,  and  studded  all  over  with  small  glistening  sago-like 
bodies,  varying  in  size  from  a millet  to  a hemp-seed, 
which  are  stamed  a reddish-brown  colour  by  the  iodine 
solution.  These  may  become  so  large  as  to  occui^y  a 
large  portion  of  the  organ,,  although  in  earlier  stages  of 
the  affection  they  are  so  minute  that  they  can  only  be 
seen  in  thin  sections  of  the  tissue. 

In  the  other  variety  of  amyloid  spleen,  the  pulpy  paren- 
chyma between  the  corpuscles  is  infiltrated  with  the  new 
material.  This  is  probably  merely  an  advanced  stage  of 
the  former  condition,  in  which  the  disease  extends  from 
the  corpuscles  to  the  surrounding  pulp ; the  whole  organ 
being  ultimately  involved.  Under  these  circumstances 
the  organ  often  attains  a considerable  size,  much  larger 
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than  is  met  with  in  the  sago  sjMeen.  It  is  remarkably 
hard  and  firm,  and  the  capsule  is  tense  and  transparent. 
On  section  it  presents  a dry,  homogeneous,  translucent, 
bloodless  surface,  of  a uniform  dark  reddish-brown  colour. 
Thin  sections  can  be  readily  made  with  a knife,  the  organ 
cutting  like  soft  wax.  The  corpuscles  are  not  visible  as 
in  the  former  variety,  being  probably  obscured  by  the 
surrounding  pulp,  which  has  become  so  densely  infiltrated 
with  the  amyloid  substance. 

AMYLOID  DEGENERATION  OF  LYMriIATIC  GLANDS. 

In  the  lymidiatic  glands  the  process  much  resembles 
that  in  the  spleen.  The  small  arteries  in  connection  with 
the  follicles  of  the  gland  are  the  earliest  seats  of  the 
change  ; and  from  these  it  extends  to  the  l3unphoid  cells. 
The  follicle  thus  liecomes  ultimately  converted  into  a 
small  homogeneous  mass. 

The  glands  are  enlarged,  and  on  section  the  minute 
wax-bke  botlies  can  often  be  seen  scattered  through 
the  cortex.  The  cut  surface  is  smooth,  jiale,  and  trans- 
lucent. 

As  these  glands  are  largely  concerned  in  the  formation 
of  the  blood-corpuscles,  their  implication  in  the  amyloid 
change  must  to  a large  extent  aid  in  jM’oducing  the 
emaciation  and  anosmia  which  characterise  this  affection. 
The  same  is  true  of  the  spleen,  which  is  usually 
simultaneously  involved. 

AMYLOID  DEGENERATION  OF  THE  ALIMENTARY  CANAL. 

I’he  whole  of  the  alimentary  tract  may  be  the  seat  of 
the  amyloid  change,  and  here  it  assumes  an  imijoidant 
aspect  from  the  deleterious  influence  which  it  exercises 
upon  the  absorbent  and  secreting  jirocesses,  and  from  the 
conseipient  impairment  cd'  the  general  nutrition  which 
results.  'I'he  disease,  however,  in  this  situation  is  very  apt 
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to  escajDG  observation,  as  it  procRices  but  little  alteration 
in  the  appearance  of  the  parts.  The  mucous  membrane 
may  look  somewhat  pale,  translucent,  and  oedematous, 
but  otherwise  to  the  naked  eye  nothing  is  discoverable. 
It  is  only  upon  the  apiilication  of  iodine  to  the  washed 
niTicous  siud'aces  that  the  nature  of  the  change  becomes 
apparent.  In  the  small  intestine — which  is  perhaps  the 
jiart  most  commonly  allccted — the  effect  of  the  ajophca- 
tiou  of  iodine  is  very  characteristic.  A nimiher  of  small 
reddish-brown  iioints  appear  over  the  whole  sui-face  of 
the  membrane ; these  correspond  to  the  intestinal  villi, 
the  arteries  and  capillaries  of  which  are  infiltrated  with 
the  amyloid  substance.  In  the  stomach  and  oesoiihagus 
the  vessels  are  mapped  out  in  a similar  manner  by  the 
iodine  solution.  The  change  in  the  intestine  gives  rise 
to  serous  diarrhcca,  this  being  jn’obably  due  to  an  in- 
creased permeability  of  the  infiltrated  walls  of  the  vessels. 

THE  CORPORA  AMYLACEA. 

The  corpora  amylacea  or  “ amyloid  bodies,”  so  frc- 
cpieutly  met  with  in  the  nervous  system,  in  the  prostate, 
and  in  other  parts,  have  usually  been  looked  upon  as  more 
or  less  allied  to  the  amyloid  substance ; there  appears, 
however,  with  the  exception  of  a certain  similarity  in  their 
behaviour  with  iodine  and  sulphuric  acid,  to  be  no  con- 
nection between  them. 

They  are  round  or  oval  bodies,  formed  of  a succession 
of  concentric  layers,  and  are  often  changed  to  a deep  blue 
colour  by  iodine,  thus  bearing  both  in  their  structure  and 
chemical  properties  the  strongest  resemblance  to  granules 
of  vegetable  starch.  (Fig.  19.)  Sometimes,  however, 
the  blue  is  only  exhibited  after  the  sirbsequeut  addition 
of  sulphuric  acid,  and  thus  a resemblance  is  shown  to  the 
amyloid  substance.  They  vary  in  size  from  microscopic 
granules,  to  bodies  which  are  distinctly  visible  to  the 
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uuked  eye ; sometimes  being  as  much  as  one  or  two  lines 
in  diameter.  The  larger  ones  are  usually  formed  by  the 
conglomeration  of  the  smaller 
granules,  which  are  often  en- 
closed by  a common  envelope. 

occur  especially  in 
conditions  of  atrophy  or  soft- 
ening of  the  nervous  system; 
the  ej^eudyma  of  the  ventri- 
cles, the  white  sirbstance  of 
the  brain,  the  choroid  plexus, 
the  optic  nerve  and  retina,  and  the  spinal  cord,  being  their 
favourite  seats.  The  larger  forms  are  met  with  most 
frequently  in  the  prostate.  The  prostate  of  nearly  every 
adult  contains  some  of  these  bodies  ; and  they  may  accu- 
mulate here  to  such  an  extent  as  to  form  large  concretions. 
They  are  also  occasionally  met  with  in  the  lungs,  and  in 
mucous  and  .serous  membranes. 

As  has  been  said,  they  usually  exhibit  a bright  blue 
colour  uj^on  the  application  of  iodine  alone,  although  in 
some  cases  not  until  the  subsequent  addition  of  sulphuric 
acid.  Many  of  them,  however,  are  coloured  green,  or 
even  brown  by  these  reagents.  The  green  is  due  to  their 
admixture  with  nitrogenous  matters,  which  give  a yellow 
colour  with  iodine,  and  hence  the  combination  yields  a 
green.  The  gi'cater  the  amount  of  nitrogenous  matter 
the  more  brown  does  the  colour  become. 

From  the  laminated  stimctirre  of  these  bodies  the} 
would  appear  to  Ije  formed  by  the  gradrral  precipitation 
of  some  material,  layer  by  layer,  upon  the  surface  ol 
pre-exi.sting  particles.  Tbe  nature  of  the  material,  how- 
ever, does  not  ajipear  to  resemble  that  of  the  substance 
which  infiltrates  the  organs  in  amyloid  degeneration. 
The  two  processes  are  so  essentially  dilferent,  both  in  the 
circumstances  under  which  they  occur  and  in  the  cha- 
racters and  seat  of  the  morbid  products,  that  they  cannot 


Fig.  19. 


Corpora  Amijlarrmfrom  thr 
I'rustatr.  (Vircbow'.) 
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be  looked  i;pou  as  iu  any  way  analogous.  Amyloid 
degeneration  is  a general  change,  iu  which  numerous 
organs  become  infiltrated  with  an  albuminoid  substance, 
whereas  the  formation  of  the  corjiora  amylacea  is  evi- 
dently of  a local  nature.  The  latter  is  often  preceded 
by  those  local  atrophic  changes  associated  with  advanced 
life,  and  appears  to  consist  iu  the  deposition  of  some 
starch-like  material,  probably  hberated  in  the  tissues 
themselves,  uix)n  any  free  body  which  may  exist  in  its 
vicinity. 

The  corpora  amylacea,  esj^ecially  those  occurring  iu 
the  choroid  plexus  and  iu  the  lateral  ventricles,  are  very 
liable  to  become  calcified,  and  they  then  constitute  one 
form  of  “brain  sand,”  which  is  so  often  met  with  in  these 
situations. 


CHAPTER  VIII. 


CALCAREOUS  DEGENERATION. 

Calcareous  Pegeueratiou — or,  as  it  is  more  commonly 
called,  Cah'iJic((tioii — consists  in  tlie  iiiflltratiou  of  the 
tissues  with  calcareous  particles.  Physiologically,  an  in- 
filtration of  calcareous  joarticles  takes  place  in  the  forma- 
tion of  hone,  in  which  hme  and  magnesian  salts  are  depo- 
sited in  the  fibrous  or  cartilaginoTis  matrix.  This  physio- 
logical is  precisely  similar  to  the  pathological  process.  It 
is  important,  however,  to  distinguish  simiDle  calcification 
from  ossification.  In  the  latter  there  is  not  only  a depo- 
sition of  lime  salts,  hut  an  active  change  in  the  tissue 
itself — a proliferation  of  the  cellular  elements,  an  intimate 
union  of  the  calcareoirs  matters  with  the  tissue,  and  the 
formation  of  a true  osseous  structure  in  which  the  cal- 
careous particles  are  not  visible.  Calcification,  on  the 
other  hand,  is  a purely  passive  process,  there  is  no  in- 
creased nutritive  activity  of  the  part,  no  multiplication 
of  elements,  no  alteration  of  the  structure,  but  merely  an 
infiltration  with  calcareous  particles. 

An  infiltration  and  deposition  of  calcareous  substances 
occurs  under  two  oi^posite  conditions ; one — iu  which 
there  is  an  absolute  increase  in  the  amount  of  these  con- 
stituents in  the  blood,  and  a portion  of  the  excess  becomes 
deposited  in  the  tissues;  the  other — iii  which  there  is  no 
such  inci'ease,  but  the  deposition  takes  place  owing  to 
some  alteration  in  the  tissue  itself. 
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An  absolute  increase  of  tbe  saline  constituents  in  the 
blood,  and  the  deposition  of  the  excess  in  the  tissues,  is 
nnich  the  less  frequent  form  of  calcification.  It  occurs  in 
some  forms  of  softening  of  bone,  especially  in  extensive 
caries  and  osteomalacia.  In  these  diseases  the  lime  salts 
are  removed  from  the  bone,  returned  into  the  blood,  and 
some  of  them  deiiosited  in  other  tissues.  In  such  cases 
the  calcification  is  usually  more  or  less  general — many 
organs  being  simultaneously  involved.  In  osteomalacia, 
it  is  not  uncommon  to  find  the  kidneys,  the  lungs,  the 
stomach,  the  intestines,  and  even  the  dura  mater  and 
liv^er,  infiltrated  to  a greater  or  less  extent  with  lime  salts. 
The  deposition  commences  in  the  tissue  immediately 
surrounding  the  blood-vessels  from  which  the  calcareous 
matters  are  derived ; — thus,  in  the  lungs,  the  scat  of  the 
fdiaiige  is  the  interloljular  tissue ; in  the  stomach,  the 
stroma  between  the  glands ; and  in  the  kidney,  the  tubidi 
uriniferi  and  the  iutertubular  tissue.  Precisely  analogous 
to  this  form  of  calcification  is  the  deposition  of  the 
(ixcess  of  urate  of  soda  which  takes  place  in  gout. 

In  the  great  majority  of  cases,  however,  calcification  is 
a local  change,  depending  not  u2")on  any  alteration  in  the 
comiiositiou  of  the  blood,  but  uj^on  changes  in  the  tissues 
themselves,  owing  to  which  some  of  the  saline  matters 
which  are  normally  held  in  solution  in  the  blood  are  de- 
posited in  them.  The  alteration  in  the  tissues  consists 
in  some  imjjairment  of  their  nutrition,  associated  with  a 
diminution  in  their  amount  of  blood,  and  a retardation  of 
its  circulation.  All  those  conditions  which  tend  to  joro- 
duce  atrophic  and  retrogi'essive  changes  in  a jjart,  and  at 
the  same  time  to  interfere  with  the  circulation  in  it,  are 
liable  to  be  followed  by  its  calcification.  Inflammation, 
rapidity  of  gi-owth,  diminished  nutritive  supjjly,  and 
general  impairment  of  vitality,  may  aU  of  them  give 
rise  to  this  jjrocess.  This  is  seen  in  the  calcification  of 
atheromatous  arteries,  of  caseous  masses  in  the  lungs 
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aud  lymphatic  glands,  of  many  new  formations,  and  of 
the  blood-vessels  and  cartilages  in  old  people.  In  its 
morbid  antecedents  calcification  thus  somewhat  resembles 
fatty  degeneration,  and  its  pathological  signification  is  in 
many  cases  ecpially  clifBcnlt  to  determine.  Fatty  dege- 
neration indeed  very  frequently  jirecedes  the  calcification, 
which  is  merely  a later  stage  of  the  retrograde  process. 

Respecting  the  cause  of  the  deposition  of  the  calcareous 
substances  in  the  atrophied  structures— it  is  probably 
partly  owing,  as  stated  by  Rindfleisch,  to  the  stagnation 
of  the  nutritive  fluids  in  the  part,  owing  to  which  the  free 
carbonic  acid  which  appears  to  hold  the  salts  in  solution, 
escapes,  and  they  are  consequently  precipitated ; and 
partly  to  the  non-assimilation  of  these  fluids  by  the  dege- 
nerated elements  of  the  tissue. 

The  calcareoirs  particles  make  their  aiipearance  both 
within  the  cells  and  in  the  intercellular  substance  ; they 
are  much  more  frequent,  however,  in  the  latter  situation. 
They  are  seen  at  first  as  fine  molecules  scattered  irregu- 


Fig.  20. 


A Cnlciji(‘d  Sarcomatous  Tumour.  Sliowiiig  the 
minuto  calcareous  partich^s  scattered  through  the  iu- 
tercelliilar  suhstanco.  To  the  left  of  tlio  ligure  tluij' 
are  so  ahundaut  as  to  almost  completely  obscure  the 
cells.  X 200. 

larly  through  the  intercellular  substance.  (Fig.  20.) 

'I'hey  are  characterised,  when  viewed  by  transmitted 
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light,  by  their  oisacity,  dark  black  colour,  and  irregular 
outhue,  and  also  by  their  solubility  in  dilute  mineral 
acids.  They  gradually  increase  in  number  until  ulti- 
mately large  tracts  of  tissue  may  be  converted  into  an 
opac^ue  calcareous  mass,  in  which  the  cells  are  enclosed 
and  can  no  longer  be  recognised.  These  larger  masses 
have  a sharp  black  irregular  outline,  and  when  the  calci- 
fication is  complete,  acquire  a homogeneous,  glistening, 
semi-transparent  aiij^earance.  The  cells  themselves  are 
much  less  frequently  infiltrated,  being  usually  merely 
enclosed  and  obscured  by  the  calcified  intercellular  sub- 
stance. Calcareous  particles  may,  however,  make  their 
appearance  in  the  cell-contents,  and  gradually  increasing 
convert  the  cell  into  a homogeneous  calcareous  body. 

The  calcareous  matters  consist  for  the  most  part  of( 
lime  and  magnesian  salts,  especially  the  phosphates  and\ 
carbonates.  If  the  latter  are  present,  the  addition  of  a 
little  dilute  hydrochloric  acid  is  followed  by  the  appear- 
ance of  numerous  minute  air  bubbles  in  the  tissue,  owing 
to  the  liberation  of  carbonic  acid.  In  those  cases  in  which 
calcification  is  associated  with  retained  gland  secretions, 
the  calcareous  matters  will  consist  of  the  specific  gland 
salts. 

A part  which  has  become  calcified  undergoes  no  further 
change,  its  vitality  is  completely  destroyed,  and  it  remains 
as  an  inert  mass.  In  this  respect  calcareous  differs  from 
fatty  degeneration.  In  the  latter,  subsequent  changes  in- 
variably take  place  ; the  part  either  softening,  caseating, 
or  becoming  the  seat  of  calcification  itself.  It  differs  also 
in  its  effect  upon  the  tissue.  The  structure  of  the  affected 
part  is  not  destroyed,  and  there  is  no  annihilation  of  his- 
tological elements,  such  as  occurs  in  fatty  degeneration. 
The  tissue  is  simply  impregnated  with  calcareous  matters, 
which  have  no  other  effect  upon  it  than  to  render  it  inert ; 
its  vitality  is  destroyed,  but  its  structure — in  so  far  as  the 
calcification  is  concerned — remains  unaltered.  If  the 
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saline  matters  are  dissolved  out  with  a little  dilute  mi- 
neral acid,  the  structure  of  the  jiart  may  be  a^aiu  recog- 
nised, unless,  indeed — as  is  ofteu  the  case — it  has  been 
destroyed  by  any  antecedent  change. 

Calcification  must  tliirs  be  looked  upon  in  many  cases 
as  a salutary  lesion,  the  impregnation  with  calcareous 
matters  preventing  subsequent  changes  in  the  part.  This 
is  especially  the  case  when  it  is  secoudaiy  to  other  forms 
of  degeneration.  It  is  the  most  favourable  termination 
of  the  large  class  of  fatty  changes,  as  is  exemjjlified  by 
the  calcification  of  many  inflammatory  products,  and  of 
many  new  formations.  It  may,  on  the  other  hand, 
under  certain  circumstances,  be  attended  with  most  dele- 
terious consequences,  as  is  the  case  when  it  affects  the 
arterial  system. 

CALCIFICATION  OF  ARTERIES. 

Calcification  of  arteries,  like  fatty  degeneration,  may 
be  a prlmarij  or  secnndanj  affection.  As  a secondary 
change  it  constitutes  one  of  the  terminations  of  the  athe- 
romatous process,  aud  as  such  is  constantly  met  wdth  in 
the  aorta  and  its  branches,  and  in  many  other  situations. 
(See  “ Atheroma.”) 

Primary  calcification  is  much  less  frequent  than  that 
which  occurs  in  atheromatous  vessels.  It  is  essentially  a 
senile  change,  and  is  the  resvdt  of  that  general  imjiair- 
ment  of  vitality  which  exists  in  advanced  life.  It  is  asso- 
ciated with  atrophy  of  the  arterial  tissues, and  in  some  cases 
with  fatty  degeneration.  As  it  is  greatly  dependent  upon 
general  malnutrition,  the  change  is  a more  or  less  general 
one,  and  when  occurring  in  one  part  is  met  with  in  others. 
It  usually  occurs  in  vessels  of  medium  size,  the  arteries 
of  the  upper  aud  lower  extremities  aud  of  the  brain  lieing 
those  most  commonly  affected.  Its  most  common  seat  is 
the  middle  coat,  where  it  commences  in  the  muscular- 
fibre  cells.  The  calcareous  particles  make  their  appear- 
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ance  at  first  around  and  within  tlie  nucleus,  and  gradually 
increase  until  they  fill  the  cell,  which  becomes  converted 
into  a small  calcai'eous  Hake.  The  process  may  go  on 
until  the  muscular  coat  is  completely  calcified,  or  it  may 
be  limited  to  isolated  poidions  of  the  coat,  giving  rise  to 
numerous  calcareous  rings  and  plates  which  are  irre- 
gularly distributed  throughout  it.  From  the  muscular, 
it  may  extend  to  the  external  and  intenial  coats  until 
ultimately  the  vessel  tecomes  calcified  throughout. 

TTie  vessel  thus  calcified,  loses  its  elasticity  and  cou- 
ti-actility  ; its  lumen  is  diminished,  and  it  is  transformed 
into  a hard,  rigid,  brittle  tube.  This  condition  is  exceed- 
ingly common  in  the  external  iliac  and  in  the  vessels  of 
the  lower  extremity,  where  it  is  a frequent  cause  of  senile 
gangrene.  (See  “ Senile  Gangrene.”) 


CHAPTER  IX. 


PIGMENTARY  DEGENERATION. 

PjGiiENTARY  Degeneration,  or  Pigmentation,  consists  in 
an  abnormal  formation  of  pigment  in  tbe  tissues.  All 
time  jiigments  are  derived  from  the  colouring  matter  of 
the  blood.  Physiologically,  many  of  them  are  eliminated 
by  the  kidneys  and  liver;  others  are  deposited  in  the 
tissues,  and  there  remain  permanent.  The  choroid  coat 
of  the  eye  and  the  skin  of  the  negro,  are  well-known 
examjiles  of  tissues  in  which  there  is  this  permanent  ac- 
cumulation of  pigment.  The  cells  in  these  situations 
appear  to  be  endued  with  a sj^iecial  power  to  abstract  the 
colouring  matters  from  the  blood,  and  to  store  them  up 
in  their  interior,  where  they  undergo  certain  chemical 
changes  and  become  converted  into  pigment. 

In  the  pathological  process  also,  the  pigment  is  derived 
from  the  same  source,  although  its  presence  in  the  tissues 
is  rarely  dependent  upon  any  abnormal  secreting  j)Owers 
in  their  cellular  elements,  but  is  usually  the  result  of 
certain  changes  in  the  circulation  or  in  the  blood-vessels, 
owing  to  which  the  colouring  matter  of  the  blood  esca2)es 
and  infiltrates  the  surrounding  jiarts.  This  escajie  of 
hajinoglobin  may  be  owing  to  ruidurc  of  the  vessels 
themselves,  or  to  conditions  of  congestion  or  stasis  in 
which  the  blood-corj^uscles  and  liquor  sanguinis  pass 
through  their  walls.  In  either  case  the  hajinoglobin  will 
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permeate  tlie  tissues  aud  ultimately  be  converted  into 
pigment.  Eupture  of  tbe  vessels  and  the  direct  extrava- 
sation of  blood,  is,  however,  tbe  most  common  antecedent 
of  tbe  pigmentary  change.  Soon  after  tbe  extravasation 
has  taken  place,  tbe  lunmoglobin  escapes  from  tbe  red 
blood-corpuscles,  cither  by  exudation  or  by  destruction 
of  tbe  corpuscle,  aud  mbxed  with  tbe  liquor  sanguinis, 
infiltrates  tbe  surrounding  tissues.  In  other  cases  it 
escapes  without  any  solution  of  continuity  in  tbe  walls  of 
tbe  vessel.  This  frequentl}'^  occurs  in  conditions  of  in- 
fiammatory  stasis  and  mechanical  congestion,  in  which 
serous  exudation  takes  place  into  the  tissues,  and  the 
hajmoglobiu  is  lit)crated  from  tbe  blood-corpuscles  within 
the  vessels,  from  which  it  transudes,  dissolved  in  the 
Ifipior  sanguinis.  Lastly,  the  rod  corpuscles  themselves 
may  pass  through  the . walls  of  the  capillaries  without 
rupture  having  taken  jdace.  In  whichever  of  these  ways 
the  solution  of  hiemoglobin  is  derived,  it  infiltrates  the 
tissues,  staining  both  the  cells  and  the  intercellular  sub- 
stance a yellowish  or  brownish-red  colour.  It  is  taken 
up,  however,  more  readily  by  the  cells  than  by  the  inter- 
cellular substance  or  by  membranous  or  fibrous  struc- 
tures ; and  it  stains  only  the  protojDlasm,  the  nucleus  and 
cell-wall  remaining  unaltered. 

After  the  colouring  matter  has  remained  for  some  length 
of  time  in  this  diffuse  form,  it  undergoes  certain  changes : — 
it  becomes  darker  and  more  or  less  granular,  minute  red- 
dish-brown or  black  granules  and  crystals  make  their 
apjjearance  both  in  the  cells  and  in  the  intercellular  sub- 
stance, and  these  may  gradually  increase  and  form  larger 
masses.  This  change  in  the  extravasated  hfomoglobin  is  a 
chemical  one,  aud  the  substance  into  which  it  is  converted 
is  liccmafoitlin.  Hcematoidin  appears  to  be  closely  allied 
to  the  colouring  matter  of  the  bile,  cholcpyryhin,  which  is 
also  a derivative  of  haamoglobin.  It  exhibits  similar  reac- 
tions when  treated  with  concentrated  mineral  acids,  dis- 
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playing  tlie  same  variations  of  gi-een,  blue,  rose,  and 
yellow  colours.  It  is  insoluble  in  water,  alcohol,  ether, 
and  in  dilute  mineral  acids  and  alkalies ; it  is  soluble  in 
the  caustic  alkahes  giviug  a red  colour.  It  contains  more 
carbon  than  hajmoglobin ; and  it  also  contains  iron. 

The  granules  of  ha3matoidiu  vary  in  size  from  the 
smallest  particles  to  masses  as  large  as  a red  blood-cor- 
puscle. The  larger  ones  are  round,  or  more  commonly 
irregular  in  shai:)e,  and  have  a sharp  defined  border. 
Their  colour  varies  from  yellow,  red,  and  brown,  to  black. 
These  variations  appear  to  dcjiend  ujion  the  age  of  the 
granules  and  the  tissue  in  which  they  are  formed ; the 
older  they  are  the  blacker  they  become.  The  smaller 
granules  are  usually  dull  and  ojjaque ; the  larger  ones, 
however,  often  present  a more  or  less  glistening  appear- 
ance. (Fig.  21.)  The  crystals  of  hjematoidin  are  oblique 

Fig.  21.  Fig.  22. 


(V'//.f  contninini/  /}ii/nicn/, 
Frum.-i  im  liiiiotic  Kiri'oma  of 
till!  liver.  X 360. 


//(ciiKitoiilin  cri/sla/n. 
(Virchow.) 


rhombic  jirisms,  usually  of  a beautiful  yellowish-red  or 
ruby-red  colour,  sometimes  apjn'oacbing  to  brown  or 
black.  They  may  also  occur  as  little  jihites  and  fine 
needles,  but  these  are  less  common  forms.  (Fig.  22.)  They 
are  in  most  cases  so  small  that  considerable  care  is  re- 
quired to  recognise  their  crystalline  nature  under  the 
microscope,  and  they  may  easily  be  overlooked  as  merely 
irregular  granular  masses.  In  some  cases,  however,  they 
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attain  a larger  size.  They  are  more  or  less  transparent, 
and  present  a sliining  strongly  refracting  surface. 

Wlietlier  tlie  haemoglobin  is  converted  into  granular  or 
crystalline  hrematoidin  appears  partly  to  de2:>end  njjon 
the  tissue  in  which  it  is  situated,  the  crystals  being  ex- 
ceedingly common  in  some  situations,  as  in  the  brain  and 
ovaries,  whereas  in  others,  as  the  lungs,  only  the  grannies 
are  met  with.  Both  the  grannies  and  crystals  are  cha- 
racterised by  their  durability  and  by  their  great  jiowers  of 
resistance ; when  once  formed  they  undergo  no  further 
change. 

Tliose  forms  of  jiigment — both  granular  and  crystal- 
line— which  are  of  an  intensely  black  colour,  have  been 
supposed  to  consist  of  a substance  which  differs  in  che- 
mical composition  from  haematoidiu,  and  which  has  been 
called  melanin.  There  ajii^ears,  however,  to  be  no  foun- 
dation for  such  a distinction.  Melanin  is  jorobably  merely 
hiematoidin,  which  has  become  more  or  less  altered  by 
age.  It  is  endued  with  greater  powers  of  resistance,  being 
less  readily  soluble  in  reagents  than  the  more  recently 
formed  hajmatoidin. 

Pigmentation,  although  one  of  the  most  common  and 
universal  forms  of  degeneration,  is  of  comjDaratively  httle 
importance  as  a morbid  j^rocess.  The  mere  existence  of 
jjigment  within  and  between  the  histological  elements  of 
the  tissues,  has  in  itself  but  httle  influence  nijon  their 
vitality  and  functions.  The  atroj^hy  and  imj^airment  of 
function  which  so  frequently  accompany  it,  must  rather 
he  looked  nj^on  as  the  result  of  those  conditions  ui^on 
which  the  formation  of  the  jiigment  dejDeuds,  than  as  in 
any  way  owing  to  the  2)resence  of  the  pigment  itself. 

As  evidence  of  other  antecedent  conditions,  23igmentation 
assumes  a more  im230i-tant  as23cct.  The  pigment  being 
derived  from  extravasated  haemoglobin,  in  whatever  situa- 
tions it  occurs,  it  is  usually  to  be  looked  upon  as  the  result 
of  some  alteration  in  the  circulation  or  in  the  blood-vessels. 
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owing  to  which  the  escape  of  the  coloxiriug  matter  is  per- 
mitted. Exceptions  to  this  exist,  however,  in  the  case  of 
certain  2''igmeuted  new  formations,  in  which  the  ])re.sence 
of  the  ixigment  apjxears  to  be  mainly  owing  to  the  selective 
power  of  the  cells  ; these,  like  those  of  the  choroid,  sejxa- 
rating  the  colouring  matter  from  the  blood.  It  is  those 
growths  which  originate  in  tissues  normally  containing 
pigment,  as  the  choroid  and  rete  mucosuin,  which  are 
most  frequently  melanotic.  (See  “Melanotic  Sarcoma.") 
In  Melanajmia,  again,  the  large  quantities  of  pigment 
which  exist  in  the  blood,  are  the  result  of  a local  formation 
— for  the  most  part  by  the  sideen.  Lastly,  in  Addison’s., 
disease,  the  pathology  of  the  2)igmentatioii  of  the  skin  is 
at  ixresent  involved  in  obscurity. 

Pigment  is  often  the  only  evidence  of  a former  ex- 
travasation. This  is  frequentl}'  the  case  in  cerebral 
htemorrhage,  whore  the  crystals  of  hmmatoidiu  may  be 
aU  that  remains  to  indicate  that  riqxture  of  the  caj)illaries 
has  taken  place.  In  the  ovaries,  also,  the  slight  luumor- 
rhage  which  follows  the  escajxe  of  the  ovum  at  each  men- 
strual period,  is  marked  by  the  formation  of  jxigment 
which  constitutes  the  “corpus  luteum.’’  In  mechanical 
congestion  and  inllammation,  again,  the  consequent  jxig- 
mentation  may  be  the  jirincijral  evidence  of  the  former 
existence  of  these  conditions : this  is  c.specially  seen  in 
pigmentation  of  the  mucous  membrane  of  the  stomach 
and  intestines.  The  formation  of  pigment  is  thus,  with 
the  few  exceiitions  above  named,  the  result  of  some  ante- 
cedent change  in  the  blood-vessels  or  circulation  ; and  its 
presence  in  the  tissues  appears  to  be  little  more  than  a 
testimony  to  the  existence  of  those  jxrocesses  upon  which 
its  formation  depends. 

P.vr.sE  l’]GMiiNT.VTio.\. — I’hcre  are  certain  I'orms  of  dis- 
coloration of  the  tissues  which  are  not  due  to  the  ju’esence 
of  hmmatoidiu:  these  must  be  distinguished  from  true 
pigmentation.  The  most  inqjortant  of  them,  and  that 
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which  is  most  closely  allied  to  the  jmocess  already  de- 
scribed, is  the  staining  of  the  tissues  with  the  colouring 
matter  of  the  bile,  which  is  itself  a derivative  of  htemo- 
globiu,  and  is,  as  before  stated,  very  analogous  to  hasma- 
toidin.  This  yellow  staining  may  affect  nearly  all  the 
tissues,  constituting  “ jaundice  or  it  may  occur  in  the 
liver  alone,  from  local  obstructions  to  the  small  bile-ducts, 
as  is  often  seen  in  cindiosis  of  that  organ.  In  these  cases, 
however,  there  is  merely  the  staining  of  the  tissues  with 
the  colouring  matter  of  the  bile,  and  no  subsequent  con- 
version of  this  into  pigment. 

The  discoloration  caused  by  the  long-continued  use  of 
the  salts  of  silver  must  also  be  distinguished  from  true 
pigmentation  : the  colour  here  is  due  to  the  deposition  of 
the  silver  in  the  tissues.  The  black  colour  of  gangrenous 
parts,  and  that  sometimes  produced  by  the  effusion  of 
large  (piantities  of  blood  into  the  tissues,  must  again  not 
be  confounded  with  jiigmentation.  The  discoloration  in 
these  cases  is  the  result  of  the  action  of  the  sulphuretted 
hydrogen  ujkju  the  colouring  matter  of  the  blood.  The 
greenish-black  discoloration  so  often  seen  on  the  surface 
of  the  liver,  kidneys,  and  other  abdominal  organs  after 
death,  is  in  the  same  manner  due  to  the  intestinal  gases. 
Lastly,  the  minute  particles  of  inhaled  carbon  which  are 
always  met  with  in  the  lungs,  must  be  distinguished  from 
true  pigment. 


PIGM;ENT.^TION  OF  THE  LUNGS. 

In  no  organs  is  pigment  met  with  so  frequently  and  in 
such  large  quantities  as  in  the  lungs,  and  here  much  dis- 
cussion has  arisen  as  to  its  nature  and  origin.  The  lungs 
normally  contain  more  or  less  black  pigment,  the  amount 
of  which  gradually  increases  with  advancing  age — the 
lungs  of  infants  and  young  children  being  almost  free 
from  it,  whereas  those  of  adults  invariably  contain  it  in 
considerable  quantities. 


PIGMENTARY  DEGENERATION. 


99 


This  normal  pigmentation  of  the  lungs  is  principal!}- 
clue  to  the  presence  of  carbon,  and  not  to  that  of  true 
hasmatoidin-pigment.  The  carbon — which  is  derived  from 
the  incomplete  combustion  of  wood,  coal,  and  other  sub- 
stances, aud  is  always  jiresent  in  varying  quantities  iu 
the  atmos2)herc^ — is  inhaled,  and  the  minute  jDarticles  jiass 
into  the  finest  bronchial  tubes.  Ha\dug  entered  the 
bronchi,  many  of  them  are  taken  up  by  the  mucus- 
corpuscles,  where  they  may  be  seen  as  small  black  gra- 
nules within  the  cells.  These  may  readily  be  observed 
in  the  cells  of  the  greyish-black  sjDutum  which  is  so  fre- 
quently expectorated  in  the  early  mm-uiug.  Much  of  the 
carbon  thus  inhaled  is  eliminated  by  exjijectoratiou ; many 
of  the  particles,  however,  ])ass  into  the  air-vesicles,  and 
here  their  removal  by  this  means  being  less  readily 
effected,  they  gradually  j)euetrate  the  pulmonary  sub- 
stance, and  make  their  way  into  the  alveolar  walls  and 
interlobular  tissue.  It  is  iu  these  situations  that  most 
of  the  ijulmonary  jugment  is  found,  and  there  it  may  be 
seen  either  within  the  connective  tissue-cells,  or  lying- 
free  amongst  the  fibres.  (Fig.  23.) 

The  means  by  which  the  jiarticles  of  carbon  iienetrate 
the  walls  of  the  air-vesicles,  and  make  their  way  into  the 
inter-alveolar  tissue  has  quite  recently  been  exjjlained  by 
the  researches  of  Dr.  Klein  on  the  histology  of  the  kings.* 
Dr.  Klein  finds  that  the  branched  connective-tissue  cells 
of  the  alveolar  walls  send  a jirocess,  or  a greater  or  less 
jiortion  of  their  body,  between  the  eihthelial  cells  of  the 
alveolus  into  the  alveolar  cavity.  As  these  connective- 
tissue  cells  lie  in  the  serous  canals  which  constitute  the 
commencement  of  the  perivascular  lymphatics,  it  is  easy 
to  understand  how  those  oiieniugs  in  the  alveolar  walls 
(pseudostomata)  may  become  siifhcieiitly  distended  to  allow 


♦ “On  t!n;  An.-itniny  of  ttin  T,yinptiiiUc  Syst.cin  of  the  Lung.s,”  by  . 
Dr.  E.  Klein.  “Proceedings  Royal  Society,”  No.  IPJ.  1871. 
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cells  and  other  substances  to  pass  through  them  from  the 
alveolar  cavity  into  the  inter-alveolar  tissue. 


Fig.  23. 


f’if/men/afion  of  the  Lunr/.  Fi'om  a woman,  mt.  sixty-five,  with 
sliglit  empliysema.  Sliowiug  the  situation  of  the  pigment  in  the 
alveolar  walls,  and  around  the  blood-vessel  v.  x 75. 


When  once  the  carbon  has  made  its  way  into  the  inter- 
lobular tissue,  some  of  it  is  taken  up  by  the  fixed  cells  in 
this  situation,  whilst  that  which  is  not  thus  detained, 
passes  on  to  the  lymphatics,  and  is  deposited  in  the 
bronchial  lymphatic  glands,  where  the  black  particles  are 
also  visible. 

Closely  allied  to  this  physiological  pigmentation  of  the 
lung  from  the  inhalation  of  carbon,  are  those  morbid  con- 
ditions which  result  from  the  inhalation  of  particles  of 
coal,  stone,  iron,  and  other  substances, — of  which  the 
lungs  of  miners,  stonemasons,  and  grinders  afford  fre- 
quent examples.  Here  also  minute  particles  enter  the 
bronchi,  penetrate  the  walls  of  the  alveoli,  and  are  de- 
posited jn-incijially  in  the  interstitial  tissue.  In  the 
case  of  miners — in  which  this  is  most  common — the  par- 
ticles of  coal  enter  the  lungs  in  such  large  quantities  as 
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to  give  to  them  a iinifonn  dark  black  coloiu'.  In  stone - 
masons,  grinders,  <tc.,  the  lungs  also  become  deeply 
pigmented,  although  to  a less  extent  than  those  of 
miners. 

The  black  colour  of  the  lungs  in  these  cases,  however,  is 
not  entirely  due  to  the  presence  of  the  inhaled  substances, 
but  partly  to  that  of  true  ha3matoidin-2iigment.  The  in- 
halation of  the  irritating  particles  sets  up  iuHammator}- 
chauges  in  the  bronchi  and  imlmonary  tissue,  causing 
chronic  bronchitis,  chronic  lobular  2)neumonia,  and  a large 
increase  in  the  fibrous  tissue  of  the  lungs,  which  thus  ulti- 
mately become  consolidated,  excavated,  tough,  and  fibrous. 
(“  Colliers”  and  “ Knife-grinders'  Phthisis,”  &c.)  Owing  to 
these  structural  changes  there  is  a considerable  esca230  of 
colouring  matter,  either  from  ru2)ture  of  the  ca2)illaries  or 
transudation  of  serum,  and  hence  a large  formation  of  true 
l^igmeut : and  to  this  true  23igmeut  much  of  the  dark 
colour  of  these  lungs  must  undoubtedly  be  ascribed.  The 
lungs  of  stonemasons  and  grinders  are,  like  those  of 
miners,  dec2:)ly  25igmeutcd,  although  to  a less  degree,  but 
the  black  colour  in  the  former  cases  cannot  be  entirely 
accounted  for  on  the  su2i2^osition  that  it  is  due  to  the  2U'e- 
sence  of  inhaled  2'>articles. 

Pigmentation  of  the  lungs  from  the  2u'csence  of  hajina- 
toidin  occurs  as  the  result  of  many  other  morbid  condi- 
tions, many  diseases  of  these  organs  being  attended  by 
the  formation  of  jhgment.  In  chronic  phthisis,  2hgmen- 
tation  occurs,  2iartly  as  the  result  of  the  iullammatory 
2jrocess,  and  partly  from  the  obstruction  of  the  vessels 
caused  by  the  new  growth : — lines  of  j^igment  are  con- 
stantly seen  surrounding  the  nodules  of  consolidation. 
In  acute  crou]:)ou8  2^neumonia,  the  blood  which  is  extra- 
vasated  into  the  air-vesicles,  and  which  in  the  early  stages 
gives  to  the  expectoration  a rusty  or  2)nine-juicc  colour, 
subsequently  becomes  converted  into  2>iguient,  and  the 
sputum  becomes  of  a greyish-black  ; the  2>ignient  granules 
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being  visible  in  the  newly-formed  cells.  The  cells  met 
with  in  the  sputnm  of  bronchitis  also  contain  granules  of 
pigment  (Fig.  24) ; and  pigmentation  plays  an  imjDortant 


fells  from  the  sputum  of  acute,  llroiichitis.  Sliowing 
tliG  minute  granules  of  pigment  within  the  cells. 

Some  of  the  colls  also  contain  a few  fatty  mole- 
cules. X 400. 

part  in  the  condition  of  the  lungs  knotvn  as  brown  indura- 
tion. (See  “ Brown  Induration  of  the  Lungs.”) 

Pigment  in  the  lung  usually  occurs  as  black  irregular 
granules  ; it  is  rarely  met  with  in  a crystalline  form.  In 
all  cases  in  which  it  is  found  in  any  quantity  in  the  lung 
it  is  also  found  in  the  bronchial  glands.  It  is  taken  u]^ 
Ijy  the  lymphatics  and,  like  the  inhaled  carbon,  it  becomes 
arrested  in  its  passage  through  these  glands,  where  it 
remains  permanently. 


Fio.  24. 


CHAPTER  X. 


TISSUE-CHANGES  IN  PYREXIA. 

It  is  proposed  iu  the  present  chapter  to  allude  very 
briefly  to  those  alterations  iu  the  tissues  which  are  met 
with  in  certain  pyrexial  diseases,  to  which  have  been 
applied  the  terms  “ parenchymatous”  or  “ granular  dege- 
neration,” “ acute”  or  “ cloudy  swelling.” 

It  is  well  known  that  in  most  diseases  which  are  accom- 
panied by  a considerable  elevation  of  the  bodily  tempe- 
rature, and  especially  in  those  in  which  the  blood  has 
undergone  marked  changes,  the  organs  and  tissues  are 
found  much  altered  after  death.  The  diseases  in  which 
such  alterations  are  most  frecprently  met  with  are  pymmia, 
erysipelas,  typhus,  typhoid,  and  other  acute  specific  fevers, 
and  acute  rheumatism.  They  also  occur  in  other  diseases 
which  are  attended  by  considerable  pyrexia ; and  the 
amount  of  tissue-alteration  usually  bears — cwicrls  parihus 
— a direct  relation  to  the  amount  of  the  j^yrexia.  The 
organs  in  which  the  alterations  arc  more  especially  marked 
are  the  liver,  the  kidneys,  the  heart  and  muscles,  and  the 
lungs. 

The  physical  characters  of  the  altci’cd  organs  vary.  It 
may,  however,  be  stated  generally  that  the  oi-gans  ai'e 
more  or  less  swollen  and  opatjuc,  somewhat  diminished  in 
consistence,  and  abnormally  friable.  Their  vascularity  is 
in  some  cases  diminished,  iu  others  slightly  increased. 
When  examined  microscopically,  the  cellular  elements  are 
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found  to  be  increased  in  size,  and  tbeir  protoplasm 
markedly  granular,  so  that,  in  some  cases,  the  nucleus  is 
so  much  obscured  as  to  be  indistinguishable.  (Fig.  25.) 


Fig.  25. 


Liver  from  a case  of  Acute  llheumntism  tvil.h 
hif/h  'lemiteraiure.  Showing  the  swollen  and 
granular  condition  of  the  liver-cells.  In  many 
of  the  cells  the  nucleus  is  so  much  obscured 
as  to  bo  almost  indistinguishable,  x 2U0. 


The  granular  condition  of  the  j^rotoplasni  a23pears  in 
most  cases  to  be  due  to  albuminous  particles,  inasmuch 
as  it  disa^jpears  upon  the  addition  of  dilute  acetic  acid. 
In  other  cases,  however,  in  which  the  change  is  aijjDarently 
more  advanced,  the  granules  are  larger,  insoluble  in  acetic 
acid,  and  obviously  fatty. 

T/ie  Liver. — Here  the  change  is  usually  met  with  in  its 
most  marked  degree.  The  organ  is  slightly  enlarged, 
abnormally  soft  and  friable,  and  the  cut-surface  has  a 
dull  opaque  look,  being  paler  than  natural.  The  liver 
cells  are  swollen  and  granular,  and  in  many  cases  contain 
fatty  particles.  (See  Fig.  25.) 

The  Kidneys. — In  the  kidneys  the  change  affects  espe- 
cially the  cortex.  This  is  swollen,  opaque,  and  friable. 
The  Malpighian  bodies  and  the  pyramids  are  usnally 
abnormally  vascular,  and  thus  contrast  with  the  pale 
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cortex.  The  epithelium  in  the  tubes  of  the  cortex  jn-e- 
sents  the  appearances  above  described.  These  are  pre- 
cisely similar  to  those  met  with  in  the  earlier  stages  of 
tubal  nephritis.  (See  Fig.  87.) 

The  Heart. — The  alteration  produced  in  the  heart  con- 
sists in  slight  opacity,  pallor,  and  diminution  in  the  con- 
sistence of  the  muscular  tissue.  Under  the  microscope 
the  muscular  fibres  are  seen  to  have  lost  their  distinct 
striation  and  to  be  finely  granular.  Such  a condition 
must  materially  interfere  with  the  contractile  j^ower  of 
the  organ.  A similar  change  is  met  with  less  frequently 
in  other  muscles. 

The  Liuijs. — The  change  in  the  lungs  has  been  described 
by  Buhl  as  consisting  in  swelling  of  the  alveolar  epi- 
thelium. The  epithelial  elements  are  markedly  granular 
from  the  presence  of  albuminous  and  fatty  particles,  and 
they  become  loosened  from  the  alveolar  walls.  The 
change  affects,  more  or  less,  the  whole  of  both  lungs. 
The  organs  are  enlarged,  oedematous,  and  abnormally 
friable.* 

Respecting  the  nature  of  the  change — nothing  is  cer- 
tainly known.  Histologically,  it  is  precisely  similar  to 
that  swollen  and  granular  condition  of  protoplasm  seen 
in  the  earlier  stage  of  inflammation,  as  for  example,  in 
the  renal  epithelium,  to  which  Virchow  has  given  the 
name  of  “ cloudy  swelling.”  The  change  is  thus  considered 
by  some  to  be  of  an  inflammatory  nature.  Other  observers, 
on  the  contrary,  regard  it  as  a passive  rcti'ograde  meta- 
morphosis. Dr.  Wickham  Legg  produced  the  change 
artificially  in  animals  by  submitting  them  to  a high  tem- 
perature, and  he,  in  common  with  some  other  ]iathologists, 
is  inclined  to  look  upon  it  simj^ly  as  a result  of  high  tem- 
perature. An  exact  knowledge  of  its  jsathology,  however, 
must  probably  await  further  accurate  experimental  inves- 


Buhl,  ‘‘ LmigeuetitzUnduiig,  Tuberkulose,  uud  Sohwiudsucht.’' 
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tigation.  lu  the  mean  time,  when  it  is  borne  in  mind 
that  it  is  especially  liable  to  occur  in  those  pyrexias 
which  are  associated  with  marked  alterations  in  the 
blood,  and  that  in  its  extreme  degrees  the  cells  undergo 
fatty  metamorphosis,  it  may  he  regarded  as  probable  that 
its  occurrence  mil  be  found  to  be  due  partly  to  inter- 
ference with  the  normal  processes  of  tissue-oxidation, 
and  partly  to  increased  ti’ansformation  of  the  protoplasm 
of  the  cells.  (See  “ General  Pathology  of  Fatty  Dege- 
neration.”) 

Whatever  be  the  nature  of  the  change,  there  can  be  no 
doubt  that  it  must  very  materially  interfere  with  function, 
and  that  its  supervention  in  the  course  of  acute  disease — 
especially  when  afi’ecting  the  heart — must  constitute  a 
most  important  source  of  danger. 


CHAPTER  XI. 


NUTEITION  INCREASED. 

The  morbid  changes  thus  far  described,  have  been  at- 
tended either  by  arrettf  or  by  i miminncnt  of  nutrition  ; — 
those  remain  to  be  considered  in  which  the  nutritive  ac- 
tivity is  increased.  They  include  Hypertrophy  and  the 
New  Formations. 

IlYrEKTKOniY. 

Hj’-pertrophy  is  an  increase  in  the  amount  of  a tissue, 
owing  to  an  increase  in  the  size,  or  to  an  incrense  in  tlie 
number,  of  its  histological  elements.  This  increase, 
however,  in  order  to  constitute  hypertrophy  must  alfect 
those  elements  more  especially  ujion  which  the  peculiar 
functions  of  the  part  depeml ; in  muscle,  for  example, 
the  muscular  fibres,  in  the  kidney — the  urine-tubes  and 
blood-vessels. 

When  this  increase  in  the  amount  of  the  tissue  is 
owing  simply  to  an  increase  in  the  size  of  the  elements  of 
which  it  is  composed,  it  is  termed  siinple  hyj)ertropli3' ;j 
when  to  an  increase  in  their  numher,  and  to  the  forma-' 
tion  of  anew  tissue,  nuniericol  hypertrophy,  or  Injiier- 
2>lasia.  'I'he  two  forms  of  hy])crtropby  are  thus  com- 
parable with  the  two  forms  of  atrophy: — in  simj)le 
hypertrophy  as  in  simple  atro])by,  there  is  merely  an 
alteration  in  the  sh.e ; in  numerical — an  alteration  in  the 
numher  of  the  elements. 
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Hjqjertropliy  is  in  most  cases  the  result  of  an  increase 
in  the  functional  activity  of  the  tissue,  this  increased 
activity  being  induced  by  a necessity  for  some  increased 
manifestation  of  function ; in  muscle,  for  example,  in 
order  to  overcome  some  obstruction,  in  a secreting 
organ — to  secrete  more  fluid.  Such  hypeidrophies  are 
consequently  conHeivative  in  their  nature,  and  they  are 
usually  sixflcen  of  as  fa7ictional  hypertrophies. 

It  is  in  muscular  tissue  that  functional  hypertrophy  is 
most  frequently  met  with.  Examples  of  it  are  furnished 
by  the  hypertrophy  of  the  muscles  of  the  calf  in  ballet 
dancers ; also  by  the  hypertroirhy  of  a hollow  viscus  from 
obstruction  to  the  exit  of  its  contents — as  of  the  heart 
from  obstruction  at  the  valvular  orifices  or  in  the  course 
of  the  circulation,  of  the  muscular  coat  of  the  stomach 
in  stricture  of  the  pylorus,  of  the  intestine  above  a per- 
manent stricture,  and  of  the  bladder  in  strictm'e  of  the 
urethra.  The  kidney  also  may  become  hypertrophied,  owing 
to  the  loss  or  incapacity  of  its  fellow.  In  bone,  hyper- 
trophy of  the  fibula  has  Ijeen  observed  in  cases  of  disease, 
or  ununited  fracture  of  the  tibia.  In  all  these  cases 
the  necessity  for  increased  activity  leads  to  increased 
development. 

In  exceptional  cases  hypertrophy  is  not  dependent 
upon  an  increase  in  the  functional  activity  of  the  tissue. 
It  may  sometimes  result  from  an  increased  supply  of 
blood  to  a part,  and  there  are  some  forms  of  hypertrophy 
which  are  congenital. 

The  term  “ hypertroiDhy”  is  also  frequently  applied  to 
those  enlargements  of  organs  which  result  from  long- 
continued  irritation ; as  to  enlargements  of  the  lym- 
phatic glands,  of  the  tonsils,  and  of  the  prostate  gland. 
Such  growths,  however,  are  some  of  them  inflammatoi-y 
in  their  nature,  others  come  more  properly  within  the 
category  of  “ tumours.” 


CHAPTER  XII. 


THE  NEW  FORMATIONS. 

IxcKEASED  nutritive  activity  of  a tisaue — as  lias  been  seen 
in  the  preceding  chapter — leads  not  only  to  the  enlarge- 
ment of  its  component  elements,  hut  also  to  the  production 
of  new  ones.  It  is  this  production  of  neiv  elevionts,  and 
the  various  structures  to  which  they  give  nse,  that  con- 
stitutes the  Xew  Formations. 

The  New  Formations  comprise  both  hijlat^miainvy  and 
non-inflammatonj  growths.  Of  these,  the  latter — which  ■ 
include  the  various  kinds  of  tumours,  together  with  some 
growths  to  which  the  term  “ tumour  ” is  not  strictly  ap- 
plicable— will  be  considered  in  the  present  part  of  this 
work,  whereas  the  inflammatory  growths  will  be  treated 
of  in  the  chapters  on  “ Inflammation.” 

Tumours — which  constitute  the  greater  iiortion  of  the 
non-inflammatory  formations — are  growths  which,  having 
attained  a certain  size,  cither  remain  permanent,  or,  more 
frec^uently,  te^id  contiimoiislij  to  increase.  In  their  deve- 
lopment and  growth  they  are  characterised  l)y  their  indo- 
pendence  of  the  rest  of  the  body;  they  increa.se  in  size  by 
virtue  of  their  own  inherent  activity,  which  differs  from, 
and  is,  to  a great  extent,  iudependeut  of  that  of  the 
surrounding  tissues. 

There  are,  however,  some  non-inllarmnatory  growths 
which  cannot  be  regarded  as  “ tumours  ” in  tlie  ordinary 
acceptation  of  that  term.  Amongst  these,  for  example. 
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are  the  numerical  hypertrophies  described  in  the  pre- 
cediup;  chapter,  and  the  new  growth  of  adipose  tissue. 
The  characteristics  of  syphilitic  growths  again,  and  of 
cancerous  iuhltratious  of  organs,  differ  in  some  respects 
from  what  have  been  above  described  as  those  of 
tumours. 

The  inflammatory  new  formations  differ  from  the  non- 
inflammatory in  being  caused  by  some  irritation,  upon 
the  removal  of  which  the  process  of  growth  usually  ceases. 
They  are  characterised  by  their  insfahiUty  ; they  either 
rapidly  Tindergo  retrogressive  changes,  or,  at  the  most, 
form  a tissue  which  in  its  structure  and  life  is  similar  to 
that  from  which  they  originated.  Their  tendency  is  gra- 
dually to  approximate  to  a healthy  condition,  and,  not 
like  that  of  the  tumours,  continuously  to  increase  and 
deviate  from  the  normal  type. 

Whatever  be  the  nature  of  the  new  foi'mation  it  is  always 
the  direct  jiroduct  of  the  elements  of  a pre-existing  tissue, 
these  elements  being  in  some  cases  migrated  white  blood- 
corpuscles.  In  order  therefore  to  understand  the  j^atho- 
logy  of  the  new  formations,  it  is  necessary  to  be  intimately 
acquainted  with  the  histology  and  mode  of  development 
of  the  normal  tissues. 

Etiology  or  the  New  Formations.* — As  the  new  for- 
mations are  the  result  of  the  increased  nutritive  activity 
of  the  elements  from  which  they  originate,  it  will  be  readily 
understood  that  their  causes  must  for  the  most  jiart  be 
obscure,  and  that  in  many  cases  all  that  can  be  said  is, 
that  the  new  growth  is  the  result  of  the  sponta, neons  acti- 
vity of  the  elements  from  which  it  siirings.  Sometimes, 
however,  the  causes  are  either  wholly  or  partially  ascer- 
tainable. They  maybe  divided  into  constihitionnl predis- 
posing, and  direct  exciting,  causes. 


* Thi.s,  togntlinr  with  the  roraiiiiider  of  the  present  chapter,  ap- 
plies only  to  the  non-injlammalvnj  growths. 
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Constitutional  Fredisposinrj  Causes.  — That  many 
grovrths  owe  their  origin  to  some  constitutional  taint,  has 
long  been  an  nniversally  accepted  pathological  doctrine. 
The  constitutional  cause  has  i'recpicntly  been  regarded  as 
a general  one.  as  consisting  either  in  some  alteration  in 
the  constitution  of  the  Ijlood,  or  in  some  abnormal  condi- 
tion of  the  physiological  processes  thronghont  the  entire 
organism.  It  was  formerly  supposed  that  many  new  for- 
mations were  the  resnlt  of  an  exudation  from  the  blood- 
ve.ssels,  and  that  the  elements  of  the  growth  were  produced 
spontaneonsly  in  the  exnded  strnctnreless  blastema.  Such 
growths  were  looked  npon  as  the  local  expression  of  a 
vitiated  constitntion  of  the  hlood, — ud ijsn'<(si((.  Although 
this  hypothesis  is  now  nniversally  abandoned,  and  all  new 
formations  are  known  to  originate  from  pre-existing  celh;- 
lar  elements,  an  alteration  in  the  constitntion  of  the  blood 
or  in  the  performance  of  the  physiological  processes 
thronghont  the  body,  is  still  regarded  l)ymanyas  i>laying 
an  important  part  in  their  cansation. 

It  is  the  malignant  new  formations  which  are  thns 
supposed  to  owe  their  origin  to  the  existence  of  a (jeneral 
constitutional  taint.  These  growths  are  said  to  he  of  a 
constitutional  origin,  in  contradistinction  to  the  uon- 
malignant  growths  which  arc  looked  npon  as  purely  local. 
This  hypothesis  is  ]>rincipally  based  npon  the  clinical 
characteristics  of  the  malignant  growths— their  tendency 
to  recur  alter  removal,  their  mnltij)licity,  and  the  difhcnlty 
or  impossibility  of  completely  eradicating  them. 

It  is  said  that  the  deveh)pment  of  malignant  growths 
is  fre(piently  preceded  by  an  uidiealthy  state  of  the  con- 
stitution— a cach(!xia.  In  the  majority  of  cases  of  malig- 
nant fonnation,  however,  then;  is  no  evidence  of  any  snch 
cachexiii  preceding  the  local  growth.  'I’lie  indiviilnal  is 
nsnally  in  good  health  at  the  tinn;  of  the  occnrrencc  of  the 
primary  tnmonr.  'I’lic  general  impairment  of  nntrition 
and  emaciation,  which  constitute  the  cachexia,  are 
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secondary  to  the  local  growths,  and  are  in  direct 
proportion  to  their  extent  and  situation : — the  more 
extended  the  local  lesions,  the  greater  the  amount  of 
discharge,  the  more  the  lymphatics  and  the  digestive 
organs  are  involved,  the  more  marked  is  the  attendant 
cachexia. 

The  multiplicity  of  malignant  gi'owths  is  also  adduced 
as  an  argument  in  favour  of  the  existence  of  a general 
constitutional  taint.  The  fact  that  malignant  growths 
are  frecpiently  multiple,  constitutes  in  4tself  no  groiuid 
for  such  a conclusion.  The  multiplicity  is  for  the  most 
part  a secondary  phenomenon,  the  secondary  tumours 
resulting  from  infection  by  the  primary  one.  Simple 
primary  multiplicity  is  not  so  characteristic  of  malignant 
as  of  many  other  tumours — the  lipomata,  fibromata,  se- 
baceous tumours,  and  warts,  are  all  more  often  primarily 
multiple  than  cancer.  Multiplicity  in  many  cases  is  evi- 
dence rather  of  a local  than  of  a general  taint.  lu  scro- 
fula, for  example,  the  lymjDhatic  glands  generally  are 
prone  to  become  the  seats  of  new  growth,  and  tumours 
are  often  multiple  iu  bone  without  occurring  in  other 
tissues.  In  such  cases  there  would  appear  to  be  a local 
rather  than  a general  cause. 

The  recurrence  of  the  malignant  growth  after  removal 
at  the  seat  of  the  operation,  may  again  be  owing  to  the 
removal  having  been  incomjjlete,  some  of  the  proliferating 
elements  of  the  growth  having  been  left  behind.  The 
cellular  elements  of  malignant  tumours  often  extend  into 
the  adjacent  tissues  for  some  distance  beyond  the  appa- 
rent confines  of  the  tumour,  and  as  the  physical  characters 
of  the  infiltrated  tissues  differ  in  no  way  from  those  of  the 
healthy,  there  are  no  means  of  certainly  determining  how 
far  wide  of  the  tumour  the  incision  must  be  carried  in 
order  to  include  the  whole  of  the  affected  structures.  (See 
“ Malignancy.”)  A tendency  to  local  recurrence  is  a 
property  possessed  by  many  growths,  and  it  can  be  ex- 
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plained  on  local  grounds  without  the  necessity  of  admitting 
the  existence  of  a general  taint. 

Lastly,  the  fact  that  malignant  growths  are  usually 
followed  by  the  development  of  similar  growths  in  the 
lymphatic  glands  and  in  internal  organs,  may  in  most 
cases  he  more  readily  explained — as  will  be  seeii  when 
speaking  of  “malignancy” — by  regarding  these  as  the 
result  of  infection  by  the  primary  tumour,  than  by  as- 
scribing  them  to  the  existence  of  a common  constitutional 
cause. 

The  reasons  already  adduced  in  a i^i'eceding  chapter  (see 
“ Introduction”),  for  considering  all  changes  in  the  con- 
stitution of  the  blood  as  secondary  to  local  causes,  would 
appear  of  themselves  to  be  sufficient  to  render  untenable 
the  hypothesis  of  a immary  blood  dyscrasis.  Any  ab- 
normal condition  of  the  blood  which  may  be  associated 
with  the  development  of  malignant  tumours  must  pro- 
bably be  regarded  as  resulting  either  from  the  absoriffiion 
of  deleterious  substances,  from  the  entrance  into  it  of  the 
elements  of  the  growth,  from  the  drain  of  an  attendant 
discharge,  or  from  interference  with  the  processes  of  di- 
gestion, assimilation,  or  secretion,  or  with  the  formation 
of  the  blood  itself.  At  the  same  time  it  must  be  borne  in 
mind,  when  discussing  the  possibility  of  the  development 
of  malignant  growths  being  the  result  of  a “ blood- 
disease,”  that  the  emigration  of  white  blood-corpuscles 
may  play  some  part  in  the  process.  How  far  this  is  the 
case,  as  will  be  seen  hereafter,  we  are  at  present  unable  to 
determine.  We  know  that  this  emigration  constitutes  a 
prominent  feature  in  the  process  of  inflammation,  and  if 
future  researches  should  show  that  it  also  occurs  in  the 
development  of  malignant  new  formations  whilst  in  those  j 
which  are  non-malignant  it  is  entirely  wanting,  it  would  | 
go  far  towards  rendenng  the  existence  of  a malignant  j 
dyscrasia  beyond  dispute.  In  the  present  jiosition  of  our 
knowledge,  however,  in  which  it  is  onhj  iiruhahlu  that  an 
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emigration  of  leucocytes  may  play  some  part  in  the  de- 
velopment of  all  new  growths,  both  innocent  and  malig- 
nant, any  argument  in  favour  of  the  existence  of  a blood- 
dyscrasia  as  the  cause  of  the  develoirment  of  the  latter 
based  nj5on  such  considerations  woirld  be  unjustifiable. 
If  an  emigration  of  leucocytes  does  take  place,  it  is  more 
in  accordance  with  facts  and  with  the  general  history  of 
malignant  growths  to  suppose  the  existence  of  some  pecu- 
liarity in  the  tissues  into  which  the  elements  escape 
which  determines  their  special  development. 

Although  there  would  thus  appear  to  be  no  necessity 
to  admit  the  existence  of  a general  constitutional  cause  in 
order  to  explain  the  clinical  characters  which  constitute 
malignancy,  there  can  be  no  doubt  that  many  giwvths, 
both  innocent  and  malignant,  have  a constitutional 
origin.  The  possibility  of  the  existence  of  such  a consti- 
tutional cause  must  therefore  be  borne  in  mind  in  ac- 
counting for  the  development  of  secondary  malignant 
growths,  as  although  these  may  result  from  infection, 
they  may  also  owe  their  origin  to  the  same  causes  as 
those  which  induced  the  primary  one.  Whether  the 
constitutional  cause  is  a r/encral  one — consisting  in  some 
specific  peculiarity  of  the  entire  organism,  or  whether  it 
is  local  in  its  nature,  and  consists  in  some  constitutional 
pecuharity  of  the  tissues  from  which  the  new  growths 
originate,  some  peculiarity  which  renders  them  more 
prone  than  other  tissues  to  undergo  abnormal  develop- 
ment, is  unkown  ; although  the  latter  supposition  seems 
to  be  the  more  iDrobable  one. 

The  influence  of  hereditary  predisjjosition  upon  the  oc- 
currence of  many  growths,  appears  to  point  to  the  existence 
at  a local,  rather  than  to  that  of  a general  constitutional 
taint.  In  scrofula,  for  examj^le,  which  is  a markedly 
hereditary  disease,  the  tendency  of  the  lymphatic  glands 
to  undergo  excessive  develoj^meut  from  very  shght 
degrees  of  irritation,  is  probably  to  be  regarded  as  owing 
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to  a predisposition  of  tlie  glands  themselves,  and  not  to 
any  ytner'al  constitutional  state.  The  same  is  probably 
true  of  many  other  constitutional  tendencies.  Nmvi, 
tumours  of  the  skin,  uterus,  mamma),  stomach,  and  of 
other  parts,  are  again  all  unquestionably  sometimes 
hereditary;  and  here  also  the  tendency  would  appear  to 
consist  in  a predisposition  of  the  tissues  themselves  to 
become  the  seats  of  new  formations. 

The  tendency  sometimes  observed  in  particular  tissues 
to  generate  new  formations,  points  again  to  a local  cause. 
The  osseous  system,  for  example,  may  be  the  seat  of  new 
growths — tumours  occurring  in  nearly  all  the  bones,  and 
not  being  met  with  in  other  parts.  Tumours  may  in  the 
same  way  be  multiple  in  other  tissues. 

Direct  Exciting  Causes. — The  existence  of  a direct  ex- 
citing cause  is  more  capable  of  demonstration  than  a con- 
stitutional one.  It  consists  either  in  some  direct  irritation 
of  a tissue,  which  is  by  this  means  stimulated  to  increased 
development;  or  in  the  migration  or  transmission  of  ele- 
ments from  some  jtrimary  growth,  which  by  proliferating 
themselves,  or  causing  proliferation,  in  the  tissues  in 
which  they  lodge  constitute  the  centres  of  secondary 
formations. 

The  direct  imtation  of  a tissue  may  be  owing  to  me- 
chanical or  chemical  irritants.  Simple  mechanical  or 
chemical  irritation  can,  however,  under  no  circumstances 
be  the  onlg  cause  of  the  development  of  the  growth.  The 
effect  of  such  irritations  alone,  is  to  cause  au  inllammatory 
formation ; in  order  for  them  to  produce  a non-inflamnia- 
tory  one — a tumour,  there  must  bo  some  special  predis- 
position of  the  tissue  itself : — the  irritation  can  merely 
determine  its  development.  The  inOuence  of  simule 
irritation  in  the  production  of  new  formations  is  exem- 
plified by  the  fre(iuent  occurrence  of  epithelioma  on  the 
lips  of  smokers,  from  the  irritation  of  the  pii)e ; and  on 
the  penis  and  scrotum  of  chimney-sweepers,  from  the 
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irritation  of  the  soot  (“  chimney-sweeps’  cancer”).  The 
numerous  recorded  instances  of  the  development  of  a 
tumour  following  some  external  violence  or  injury,  leave 
little  doubt  that  these  also  sometimes  stand  to  one 
another  in  the  relation  of  cause  and  effect.  Lastly,  as 
pointed  out  by  Virchow,  it  is  those  organs  which  are  the 
most  exi^osed  to  irritation  from  external  causes,  as  the 
stomach,  the  uterus,  the  mammary-gland,  and  the  rectum, 
which  are  esj^ecially  liable  to  become  the  seats  of  new 
growths. 

The  influence  of  elements,  which  have  either  migrated 
or  been  conveyed  from  their  original  habitat,  in  causing 
the  development  of  new  formations  is  exemplified  by  the 
history  of  malignant  tumours.  It  is  by  this  means  that 
the  secondary  tumours  most  fretjxrently  originate.  The 
elements,  which  either  migrate  sixoutaueously  from  the 
primary  growth,  or  are  carried  by  the  blood  or  lymjxh 
streams,  may  proliferate  in  the  tissue  in  which  they 
lodge,  and  so  develojignto  secondary  formations. 

In  other  cases  it  is  also  exceedingly  probable,  as  pointed 
out  by  Dr.  Creighton,*  that  the  elements  (either  cells  or 
minute  particles)  which  are  transmitted  from  the  pri- 
mary tumour  cause  the  production  of  secondary  tumours 
by  virtue  of  an  influence  on  the  cells  of  the  tissue 
where  they  lodge,  which  may  he  termed  a spermatic 
influence,  and  which  is  strictly  comparable  with  that  of 
the  sperm-cell  in  the  ovum.  In  such  cases  the  relation  of 
the  primary  to  the  secondary  tumour  is  that  of  parent  to 
offspring.  This  subject  will  be  again  alluded  to  when 
speaking  of  “ Malignancy.” 

Development. — In  studying  the  development  of  the 
new  formations,  it  is  important,  in  the  flrst  place,  to  bear 
in  mind  what  has  been  already  stated — viz.,  that  they  are 
in  all  cases  the  direct  product  of  pre-existing  cellular 
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elements.  In  their  development  they  also  resemble  the 
normal  tissues  : — every  pathological  growth  has  its  phy- 
siological prototype. 

The  elements  from  which  new  growths  most  frequently 
originate  are  those  belonging  to  the  common  connective 
tissue,  and  to  the  blood-vessels  and  lymphatic  system 
with  which  it  is  so  intimately  associated.  By  common 
connective  tissue  is  meant  that  tissue  which  in  all  j^arts 
surrounds  the  blood-vessels,  and  is  so  universally  tlis- 
tribnted  throughout  the  entire  organism.  This  must  be 
carefully  distiugiiished  from  the  formed  connective  svrb- 
stauces — tendon,  caidilage,  bone,  &c.  In  this  common 
connective  tissue  we'  distinguish  two  hinds  of  cells — the 
stable  cells  (connective  tissue  corpuscles),  and  the  mobile 
cells,  which  are  probably  wandering  white  blood-corimscles. 
These  cells  are  in  intimate  relation  with  the  endothelium 
of  the  lymjjhatics,  the  latter  vessels  commencing  as  serous 
canals  which  are  universally  distrilmted  in  the  tissrre. 
Further — both  the  endothelium  of  the  lymphatics  and 
that  of  the  blood-vessels  closely  resemble  in  their  phy- 
siological functions  the  fixed  cells  of  the  connective 
tissue. 

In  the  process  of  development  of  new  growths  from 
this  common  connective  tissue,  the  part  which  is  played 
by  the  different  cellular  elements  cannot  in  our  pi-eseut 
state  of  knowledge  be  certainly  stated.  It  is,  however, 
probable  that  it  is  the  mobile  cells  which  are  j^rincqmlly 
concerned.  These  cells  are  the  most  active,  and  conse- 
quently the  most  capable  of  multiplying  by  division.  It 
is  equally  proljable  that  the  number  of  these  mobile  cells 
is  materially  increased  by  an  abundant  emigration  of 
white  blood-corpuscles  from  the  vessels.  Respecting  the 
fixed  connective  tissue  cells  and  the  endothelium  of  the 
blood-vessels  and  lymphatics — it  must  l)c  admitted  that 
these,  although  perhaps  inferior  in  their  formative  powers, 
also  undergo  active  changes,  and  thus  increase  the  number 
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of  the,  newly -formed  elements.  In  the  case  of  these  fixed 
cells,  the  process  of  cell-formation  is  probably  very  fre- 
quently effected  by  means  of  vacuolation  and  endogenous 
development  (see  Fig.  2) ; and,  as  was  stated  when  de- 
scribing the  “ genesis  of  colls,”  elements  which  thus 
originate  endogenously  have,  for  the  most  part,  a destiny 
different  from  that  of  the  parent  cell. 

Whatever  be  the  part  played  by  the  respective  elements 
in  the  process  of  develoi^ment  of  the  new  growth,  the  first 
result  of  their  combined  activity  is  to  pi-oduce  a new 
tissue,  composed  of  innumerable  small  roundish-shajDod 
cells,  from  tAv  'to  -innnr  of  an  inch  in  diameter,  often  en- 
closing a large,  round,  ill-defined  nucleus,  which  usually 
only  becomes  visible  after  the  addition  of  water  or  of 
acetic  acid.  These  cells,  which  are  usually  known  as 
indifferent  cells,  possess  no  limiting  membrane,  but  con- 
sist of  little  masses  of  protoplasm  which  are  almost  in 
close  contact  with  one  another.  (Fig.  26.)  They  are  in- 
distinguishable from  the  cells  of  a granulation,  and  from 

many  of  those  met  ■with  in  the 
rapidly-growing  connective  tissue 
of  the  embryo.  In  some  cases  the 
protoplasm  continues  to  increase 
and  the  nuclei  to  divide  without 
any  subsequent  division  of  the 
cell  taking  place,  and  thus  are 
j^roduced  large  irregular-shaped 
masses  of  protoplasm  containing 
numerous  nuclei.  These  are  the 
giant  or  myeloid  cells  which  are 
met  with  in  the  medulla  of  young 
bone  and  in  many  sarcoinatous 
tumours  (see  “Myeloid  Sarcoma,” 
Fig.  33).  Thus  the  first  stage  in  the  process  of  develop-j 
ment  consists  in  the  formation  of  an  embryonic  tissue,; 
and  this  embryonic  tissue  subsequently  develops  into  the 
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tissue  of  wliicli  the  new  growth  is  composed.  It  is  often 
impossible  to  determine  in  this  early  stage  of  the  growth 
what  it  will  ultimately  become — whether  a fibroma,  a sar- 
coma, or  an  euchondroma,  &c. 

The  second  stage  of  the  process  consists  in  the  develop- 
ment of  this  embryonic  (“  iudilferent”)  tissue  into  the 
tissue  of  the  i')ermaueut  growth,  and  this  subsequent 
development  closely  resembles  that  of  the  immatui-e  con- 
nective tissue  of  the  embryo.  As  from  the  immature 
eonuective  tissue  of  the  embryo  are  developed  various 
connective  tissue  suljstances — fibrous  tissue,  mucous 
tissue,  cartilage,  bone,  Ac. — so  may  this  embryonic  con- 
nective tissue  which  constitutes  the  eaidiest  stage  of  so 
many  of  the  pathological  new  formations,  become  de- 
veloped into  various  tissues,  all  of  which  usually  more  or 
less  resemble  the  several  varieties  of  the  physiological 
connective  tissues.  The  whole  of  the  primary  cells  may 
form  the  same  kind  of  tissue,  in  which  case  the  growth 
will  possess  the  same  characters  throughout ; or  it  may 
be  com2)lex,  some  cells  forming  one  kind  of  tissue  and 
some  another.  A combination  of  two  or  more  kinds  of 
structure  may  thus  be  met  with  in  the  same  tumour — as 
a combination  of  sarcoma  and  lijioma,  of  euchondroma 
and  myxoma,  and  so  on.  What  determines  the  ultimate 
development  of  the  young  cells,  why  they  lu'oduce  such 
various  forms  of  growths,  is  as  far  from  our  knowledge  as 
what  determines  the  ultimate  destination  of  the  cells  in 
the  embryo. 

Next  to  common  connective  tissue,  the  (''pithdia,  surface  | 
and  glandular,  are  the  elements  from  which  new  forma-  | 
tious  most  frequently  originate ; and  as  from  connective 
tissue  are  usually  jn-oduced  growths  of  the  connective 
tissue  tyi)e,  so  do  the  gro\vths  originating  from  the  epi- 
thelia  usually  resemble  e2)ithelium.  As  to  whether  all 
new  growths  originating  in  connexion  with  epithelium  are 
sole!}'  the  offsj^ring  of  pre-existing  epithelial  elements,  we 
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are  unable  to  speak  with  certainty.  The  answer  to  this 
question  must  await  a more  certain  knowledge  of  the  way 
in  which  the  epithelial  structures  normally  grow  and  rejDuir 
themselves.  It  appears.however,  probable  that  the  normal 
production  of  epithelium  is  not  entirely  the  result  of  the 
multiplication  of  ei^ithelial  cells,  but  that  the  mobile  cells  ' 
of  the  conuective  tissue  by  contact  with  ejiithelial  elements 
may  become  developed  into  epithehum.  It  must,  conse- 
quently, be  admitted,  at  all  events  as  equally  probable, 
that  pathological  new  formations  which  originate  in  con- 
nexion with  epithelium  may  be  in  part  the  product  of 
mobile  elements  belonging  to  the  conuective  tissue.  The 
process  of  development  from  epithelium  may  take  place 
either  by  simple  division,  or  by  vacuolation  and  endo- 
genous growth. 

Hei'e  allusion  must  be  made  to  the  recent  investigations 
of  Dr.  Creighton  on  the  development  of  secondary 
tumours  in  the  liver.*  Dr.  Creighton  finds  that  in  various 
kinds  of  secondary  tumour  occurring  in  the  liver,  the 
growth  originates  from  the  liver-cells  by  a process  of 
vacuolation  and  endogenous  formation  ; and  he  concludes 
that  in  this  way  liver-cells  may  originate  epithehal  cells, 
connective  tissue-cells,  spindle-cells,  &c.,  the  variations 
depending  upon  the  nature  of  the  primary  tumour. 

From  the  remaining  tissues,  muscle  and  nerve,  the 
development  of  new  growths  is  comparatively  rare,  and 
in  nerve-tissue  it  is  even  doubtful  if  formative  processes 
ever  occur. 

According  to  the  similarity  or  difference  which  subsists 
between  the  new  growth  and  the  tissue  from  which  it 
grows,  new  formations  are  divisible  into  two  classes — 
homologous  and  heterologous.  When  the  gi'owth  resembles 
in  its  structure  and  development  the  tissue  from  which  it 
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originates,  it  is  said  to  be  homolognus  ; when  it  differs,  it 
is  said  to  be  lieteroJogous.  A cartilaginous  tumour,  for 
example,  growing  from  cartilage,  is  lioinologoirs,  but 
growing  from  any  other  tissue,  as  from  the  parotid  gland, 
it  is  heterologous.  The  same  variety  of  tumour  may 
thus  be  in  one  case  homologous,  in  another,  heterologous. 
A piu'ely  homologous  growth  is  therefore  simply  a Imjper- 
plasia — au  excessive  growth  of  a tissue  in  some  paidicular 
part;  any  deviation  from  the  type  of  the  23arent  tissue 
constitutes  heterology. 

Heterology,  however,  is  not  limited  to  the  ^rrodnetion 
of  a tissrre  which  is  dissimilar  from  that  from  which  it 
originates  ; a growth  is  also  said  to  be  heterologous  when 
it  differs  from  the  tissue  in  which  it  is  situated,  and  this 
may  occur  without  its  being  the  direct  i^roduct  of  the 
latter.  It  is  heterology  in  this  sense  that  is  so  charac- 
teristic of  certain  cancers.  Those  cancers  which  obviously 
originate  from  epithelium,  become  heterologous  owing  to 
the  gi’owth  and  extension  of  the  eirithelium  beyond  its 
normal  limits  (see  “ Epithelioma”).  The  same  form  of 
heterology  obtains  in  the  case  of  growths  originating 
from  elements  which  have  migrated  or  been  carried 
from  their  original  habitat,  and  have  developed  into  a 
tissue  which  differs  from  that  in  which  they  are  situated. 

Heterology  is  often  an  evidence  of  malignancy.  Many 
heterologous  gi'owths,  however,  are  not  malignant ; slight 
deviations  from  the  normal  type  are  no  evidence  of 
malignancy.  A growth  jirimarily  homologous  may  srrb- 
sequently  become  heterologous ; this  is  often  seen  when 
a long-standing  innocent  tumour  suddenly  exhibits 
malignant  characters.  A knowledgo  of  the  homology  or 
heterology  of  a growth  is  therefore  au  important  element 
in  the  determination  of  its  itmocentor  malignant  nature. 

Relation  of  the  (Irowth  to  the  sukuouNDiNo 
Tissues. — The  relation  of  the  tumour  to  the  surrounding 
structures  will  depend  upon  its  mode  of  growth.  Growth 
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may  take  jilace  simply  by  the  continuous  proliferation  of 
the  cells  of  which  the  tumour  is  composed.  In  this  case 
it  will  merely  displace  the  surrounding  joarts,  and  having 
attained  a certain  degree  of  development,  a fibrous  cap- 
sule is  often  formed  around  it,  by  which  it  becomes  com- 
pletely isolated.  The  lipomata,  fibromata,  and  enchon- 
dromata  are  usually  thus  encapsuled.  In  other  cases, 
growth  takes  jilace  also  at  the  circiimference,  by  the  con- 
tinuous pi'oliferatiou  of  the  parent  tissue.  There  is  then 
no  line  of  demarcation  between  the  tumour  and  the 
matrix  from  which  it  grows,  so  that  although  to  the 
naked  eye  it  may  appear  sei^aratc,  the  microscope  will 
discover  iu  the  adjacent  tissues  elements  of  the  new 
growth.  This  is  very  common  in  the  sarcomata  and  in 
the  cancers,  and  is  a common  cause  of  local  recurrence 
after  removal.  Lastly,  the  tumour  may  increase  not 
orily  by  the  proliferation  of  its  matrix,  but  also  by  in- 
vading other  structures  : — this  occurs  in  those  growths 
which  are  the  most  malignant  (see  “ Malignancy  ”). 

Retrogiiessive  CiiAXGEs. — The  develoi^ment  of  the 
growth  being  complete,  it  becomes  sooner  or  later  the 
seat  of  retrogressive  changes.  The  time  at  which  these 
commence,  varies : — as  a rule  the  permanence  and  dura- 
bility of  a tumour  bear  an  inverse  relation  to  the  rapidity 
of  its  growth,  and  to  the  inferiority  of  its  organization. 
The  more  rajrid  the  growth,  and  the  more  lowly  organized 
the  tissue  formed,  the  less  its  durability  and  the  sooner 
do  retrogressive  changes  occur.  The  cancers  and  sarco- 
mata, for  example,  which  develop  rapidly  and  consist  for 
the  most  part  of  cells,  quickly  degenerate  ; their  elements 
are  unstable  and  soon  perish.  Osseous  tumours,  on  the 
other  hand,  which  develop  more  slowly,  and  consist  of  a 
more  highly  organized  tissue,  have  a much  greater 
stability,  and  are  but  little  Hable  to  retrogressive  meta- 
morphosis. 

The  retrogressive  changes  are  similar  to  those  met  with 
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in  the  physiological  tissues.  Deficient  supply  of  blood 
is  followed  by  fatty  degeneration  and  its  various  termina- 
tions— softening,  caseation,  and  calcification.  Pigmen- 
tary, colloid,  and  mucoid  degeneration  may  also  occur. 
New  formations  may  also  become  the  seats  of  an  inflam- 
matory process. 

Maligxaxcy. — By  “ malignancy  ” is  understood  the 
property  2wssessed  by  many  tumours  of  reproducing 
themselves  either  locally  after  removal,  or  in  distant 
tissues.  It  is  im^'iortaut  not  to  confound  the  terms 
“malignancy”  and  “cancerous.”  “ MaUgnancij'’  is  a 
imrely  clinical  term,  and  although  in  a lugh  degree  the 
proj^erty  of  the  cancers,  is  l)y  no  means  confined  to  them  ; 
the  sarcomata,  for  exani]ile,  being  in  many  cases  equally, 
or  even  more  malignant.  The  term  “ cancer,'’  on  the 
other  hand,  is  used  to  imjfiy  a definite  structure,  and  as 
such  is  ajiplied  to  a certain  class  of  new  formations. 

The  malignant  j^roperties  of  a tumour  may  manifest 
themselves  either  in  the  tissues  immediately  adjacent  to 
it  or  in  its  neighbourhood,  in  the  nearest  chain  of  l3’’m- 
pliatic  glands,  or  in  more  distant  jiarts.  Some  growths 
possess  these  i^ropertics  in  a higher  degree  than  others, 
so  that  there  are  different  degrees  of  malignancy.  In 
many  cases  the  malignancy  of  a tumour  is  so  far  limited 
that  it  gives  rise  merely  to  a local  rc2)roduction  after 
removal.  Such  tumours  have  been  separately  classified 
by  many  surgeons  as  “ recurrent  ” tumours.  In  other 
growths  this  tendency  to  local  re^u'oduction  is  asso- 
ciated with  the  develoiuneut  of  similar  growths  in  the 
nearest  lymphatic  glands;  whilst  in  a third  class  of  cases, 
to  one  or  both  of  these  conditions  is  added  the  rejiroduc- 
tion  of  the  growth  in  more  distant  tissues,  esiiecially  in 
the  lungs  and  liver.  It  will  be  advisable  to  treat  of  these 
three  degrees  of  malignancy  sejiarately. 

1.  liciwoilmti on  of  ih.c  Growlh  in  Iho  Adjacent  Sfriic- 
iiires. — This  is  usually  the  earliest  evidence  of  malignancy 
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in  a growtR,  and  gives  rise  to  its  persistent  recurrence 
i)i  loco  after  removal  by  the  surgeon.  This  tendency 
to  the  local  reproduction  of  the  tumour  is  principally 
owing  to  its  mode  of  growth.  The  cellular  elements  of 
the  tumour  extend  for  some  distance  into  the  surround- 
ing tissues,  so  that  unless  in  the  operation  for  its  removal 
the  incision  he  carried  for  some  distance  beyond  the 
apparent  confines  of  the  growth,  some  of  the  elements 
may  be  left  behind  and  thus  constitute  the  centres  of 
secondary  formations.  Such  tumours  therefore  are  not 
usually  encapsuled,  but  extend  by  peripheral  growth. 
In  some  cases,  however,  tumours  which  possess  a dis- 
tinct cai)snle  may  in  tho  same  way  infiltrate  the  sur- 
rounding structures.  The  infiltration  of  the  adjacent 
tissues  Ijy  the  elements  of  the  tumour  sometimes  gives 
rise,  not  only  to  the  continuous  enlargement  of  the  pri- 
maiy  growth,  but  also  to  the  development  of  separate 
secondary  growths  in  the  immediate  vicinity  of  the 
primary  one.  Whilst  it  must  be  admitted  that  the  re- 
production of  a malignant  tumour  in  the  adjacent  tissues 
is  thus  in  most  cases  to  be  ascribed  to  the  infiltration  of 
the  latter  with  its  cellular  elements,  it  is  possible  that 
the  nutrient  fluids  of  the  tumour  may  by  their  influence 
upon  the  surrounding  tissues  be  in  paid  the  cause  of  the 
abnormal  development. 

2.  Beproduction  of  the  Growth  in  the  nearest  Infm- 
phatic  Glands. — This  is  owing  to  the  transmission  by  the 
lymph-stream  of  substances  (probably  cellular  elements) 
derived  from  the  malignant  gi'ovvth,  which  become  arrested 
in  the  nearest  lymphatic . glands,  and  there  cause  the 
development  of  secondary  formations.  These  are  in  all 
cases  of  the  same  nature  as  the  iDrimary  tumour.  When 
the  lymphatic  glands  have  themselves  developed  into 
secondary  growths,  they  in  their  turn  constitute  new 
centres  of  infection,  and  may  thus  infect  moi'e  distant 
glands  or  the  immediately  adjacent  tissues.  The  ten- 
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clency  to  reproduction  in  the  lymphatic  glands  varies 
very  much  in  the  different  varieties  of  malignant 
growths,  being,  for  example,  very  marked  in  the  cancers, 
whereas  in  the  sarcomata  it  is  comparatively  rare.  The 
reasons  for  these  differences  will  be  seen  in  the  subse- 
quent chapters. 

3.  Reproduction  of  the  Growth  in  Distant  Tissues. — 
This  is  usually  the  terminal  process  in  the  history  of 
malignant  growths.  The  rejjroduction  of  the  malignant 
growth  in  distant  tissues  is  in  the  great  majority  of  cases 
owing  to  the  entry  of  some  of  its  elements  into  the  blood- 
stream. The  secondary  growths,  as  in  the  lymphatic 
glands,  are  in  all  cases  of  the  same  nature  as  the  ju-imary 
tumour.  They  occur  as  a ride  in  those  organs  through 
which  the  blood  from  the  primary  tumour  first  passes — 
that  is,  in  those  organs  which  present  the  first  set  of 
capdlaries  for  the  arrest  of  the  transmitted  materials. 
In  malignant  diseases  of  those  organs,  for  example, 
which  return  their  blood  through  the  portal  vein,  as  the 
stomach  and  mesenteric  glands,  it  is  the  liver  in  which 
the  secondary  growth.s  usually  first  occui’,  and  when  this 
has  become  involved,  it  may  constitute  a secondary  centre 
of  infection  and  in  the  same  way  cause  tertiary  growths 
in  the  lungs.  Although  this  sequence  is  the  rule,  there 
are  numerous  exceptions.  In  some  cases  the  organs 
which  are  nearest  in  the  course  of  the  circulation  to  the 
primary  growth  escape,  whilst  those  more  distant  be- 
come affected.  This  may  be  owing  to  one  organ  being 
more  predisposed  to  the  influence  of  the  infecting  ma- 
terials than  another ; or  to  the  capillaries  of  the  proximal 
organ  allowing  particles  to  pass  through  them,  whereas 
those  of  the  more  distant  one  are  small  enough  to  arrest 
them.  Lastly,  it  must  be  borne  in  mind,  that  the 
secondary  growths  may  be  entirely  independent  of  the 
primary  one,  their  origin  being  due  to  the  same  cause. 

Although  the  general  dissemtuatiou  of  a malignant 
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growth  is  thus  in  most  cases  owing  to  the  transmission 
of  its  elements  by  the  blood-stream,  this  is  not  the  only 
way  in  which  it  may  be  brought  about.  Exceptional 
cases  have  been  described  in  which  the  elements  of  a 
tumour  have  been  distributed  and  caused  secondary 
growths  in  other  ways — as  by  passing  down  the  trachea, 
between  the  layers  of  the  peritoneum,  from  the  kidneys 
down  the  ureters  to  the  bladder,  &c. 

The  secondary  growths,  as  already  stated,  arc  probably 
either  the  direct  products  of  the  transmitted  elements 
which  proliferate  in  the  tissues  in  which  they  lodge,  or 
they  owe  their  origin  to  the  spermatic  inilueuce  of  those 
elements  upon  cells  with  which  they  come  into  contact. 

It  is  thus  obvious  that  the  evidences  of  malignancy  in 
a growth  will  consist — in  its  invasion  of  the  surrounding 
structures,  the  implication  of  the  neighbouring  lyu>- 
phatics,  and  the  occurrence  of  similar  growths  in  internal 
organs.  As  a general  rule  it  may  be  stated  that  the 
more  juice  a growth  contains,  and  the  richer  it  is  in 
blood-vessels  and  lymphatics,  the  more  quickly  will  it 
infect  the  lymphatic  glands,  and  internal  organs ; on  the 
other  hand,  the  j^oorer  it  is  in  blood-vessels  and  lym- 
phatics, the  more  are  its  infecting  jjroperties  confined  to 
the  neighbouring  tissues. 

The  determination  of  the  innocent  or  malignant  nature 
of  any  growth  will  principally  depend  upon  its  micro- 
scopical characters,  and,  as  will  be  seen  when  considering 
the  various  kinds  of  tumours,  the  differences  which  exist 
in  their  clinical  characters  are  in  great  meastire  to  be 
explained  by  differences  in  their  position,  minute  struc- 
ture, and  mode  of  growth.  Many  varieties  of  new  for- 
mations are  invariably  malignant,  as  the  cancers  and 
sarcomata ; hence  any  growth  which  from  its  minute 
structure  must  be  included  under  these  heads,  must  be 
regarded  as  being  of  a malignant  nature. 

Classification. — New  formations  may  be  classified 
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upon  a histological,  a ph3^siological,  or  a clinical  basis, 
.^ythougli  a physiological  and  clinical  classification  are 
much  to  be  desired,  in  the  2)rescut  state  of  our  knowledge 
they  must  be  very  iucom^^lete.  A classificatiou  of  the 
new  formations  according  to  their  histological  characters 
is  consequently  here  adojDted.  Such  a classificatiou  may 
be  most  advantageously  made  in  accordance  with  the 
classification  of  the  ^physiological  tissues  : — 


Cl.\.ssification  of  the  New  Formations. 


Type  of  the  Connective  Tissues. 


Tjqjo  of  einbiyonic  couuec-1 


live  tissue, 
fibrous  tissue 
mucous  tissue 
adipose  tissue 
cartilage  . . 

boue  . . . 


f 


Sarcoma. 

Fibroma. 

Hyxoma. 

Lipoma. 

Euclioiidroma. 

Osteoma. 


I Ilodgkin’s 

lymphatic  tissue  . The  Lymiphomatai  Disease. 

V Leukoemia. 


Type  of  the  Epithelial  Tissues. 

Papilloma. 

Adenoma. 

IScirrhus. 
Eucephaloid. 
(h)lloid. 
Epithelioma. 

Type  of  the  Iliyher  Tissues. 


Type  of  luusclo Myoma. 

„ nerve Neuroma. 

,1  blood-vessels Angioma. 


CHAPTER  XIII. 


THE  - SAKCOMATA. 

The  sarcomata  are  tumours  consisting  of  embryonic  con- 
nective tissue.  Of  these  there  are  several  varieties, 
depending  upon  the  size  and  configuration  of  the  cells, 
and  the  nature  of  the  intercellular  substance.  They  in- 
clude what  have  generally  been  known  in  this  country  as 
Jihro-2]lastic,fihro-nucleated,  recurrent-fihroid,  and  7iiyeloid 
tumours. 

Connective  tissue  in  its  embryonic  condition  is  an  im- 
mature tissue  in  a state  of  rapid  development.  In  its 
most  immature  state  it  differs  from  the  fully  developed 
tissue  in  consisting  almost  entirely  of  small  round  cells, 
whilst  its  intercellular  substance,  instead  of  being  fibrous, 
is  soft  and  amorphous.  This  is  the  common  condition  of 
connective  tissue  in  the  primary  stages  of  all  rapid  for- 
mative processes,  as  already  described  when  speaking  of 
it  as  the  tissue  from  which  many  tumours  of  the  con- 
nective-tissue class  originate  (see  “ Development  of  New 
Formations”). 

In  the  process  of  development  of  this  embryonic  into 
mature  connective  tissue,  the  cells  diminish  in  number, 
many  of  them  assume  a spindle  shaf>e,  and  the  inter- 
cellular substance  fibrillates.  Similar  changes  are  seen 
in  inflammatory  conditions  of  connective  tissue.  Here 
also  many  of  the  small  round  cells  which  constitute  the 
“ granulation-tissue”  become  sjhndle  cells,  and  the  granu- 
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lation  tissue  ultimately  develoj^s  into  the  fibrous  tissue  of 
the  cicatrix.  lu  the  sarcomata,  however,  the  couuective 
tissire  retains  the  embryonic  state  throughout  its  growth, 
there  is  a ju'ogressive  formation  of  embryonic  tissue ; and 
although  the  process  of  development  may  occasional!}^ 
proceed  in  certain  parts  of  the  tumour  to  the  formation 
of  a more  highly  developed  structure,  as  fibrous  tissue, 
cartilage,  or  boue,  so  that  a mixed  form  of  tumour  i.s 
produced,  it  usually  ceases  at  the  embryonic  stage. 

Structure. — The  sarcomata  may  thus  be  dehued  as 
tumours  consisting  of  connective  tissue  which  throughout 
its  growth  retains  the  embryonic  type.  The  cells,  which 
constitute  nearly  the  whole  of  the  growth,  consist  for  the 
most  part  of  masses  of  nucleated  protoplasm,  and  rarely 
possess  a limiting  membrane.  They  present  many  varia- 
tions in  size  and  form  ; as  a rule,  however,  they  iDreserve 
the  same  general  characters  in  the  same  tumour.  There 
are  three  principal  varieties — the-  ruiuul,  the  fusiform, 
and  the  myeloid  cells. 

The  round  cells  are  many  of  them  indistinguishable 
from  lymph-cells  or  white  blood-corpvrscles.  Others  are 
somewhat  larger  and  contain  an 
indistinct  nucleus  with  one  or 
more  bright  nucleoli : these 
more  closely  resemble  the  cells 
of  a granulation. 

The  fusiform,  or  spindle-shajied 
cells,  are  the  so-called  “ fibro- 
plastic cells”  (Fig.  27).  They  are 
long  narrow  cells,  terminating  at 
each  end  in  a fine  prolongation. 

Some  of  them  may  be  broader, 
approaching  the  epithelial  type  ; 
others  more  or  less  stellate.  They 
are  sometimes  slightly  granular, 
and  they  enclose  a long  oval  nu- 
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dens,  witli  or  without  nudeoli.  In  size  they  vary  con- 
siderahly.  These  cells  represent  a higher  state  of  develop- 
ment than  the  round  cells,  resemhling  those  met  with  in 
embryonic  tissue  which  is  in  the  process  of  forming- 
mature  connective  tissue.  (See  Fig.  72  n.) 

The  myeloid,  or  mother  cells,  are  much  larger  than 
either  of  the  preceding,  and  are  analogous  to  the  cells 
met  with  in  the  medidla  of  fcetal  hone.  (See  Fig.  33.) 
They  are  large  in-egular-shaped  masses  of  nucleated  pro- 
toplasm, for  the  most  more  or  less  spherical,  and 

often  possessing  numerous  offshoots.  They  are  finely 
granular,  and  contain  several  round  or  rouudly-oval 
nuclei,  each  with  one  or  more  bright  nucleoli.  The  nuclei 
may  be  exceedingly  numerous,  one  cell  containing  as 
many  as  thii-ty.  Doth  the  cells  and  nuclei  vary  consider- 
ably in  size. 

An  inicrccllular  snlmiancc  exists  in  all  the  sarcomata, 
although  it  is  usually  very  small  in  cpmutity,  the  cells 
lying  in  nearly  close  ap2Jositiou.  It  may  be  jierfectly 
fluid  and  homogeneous,  or  firmer  and  granular,  or  more 
or  less  flbrillated.  Chemically  it  yields  albumen,  gelatin, 
or  mucin. 

The  hlond-vessels  are  usually  very  numerous,  and  are 
either  in  direftt  contact  with  the  cells,  or  sejiarated  from 
them  by  a little  fibrillated  tissue.  Their  distribution  is 
very  in-egular,  and  their  walls  often  consist  of  embryonic 
tissue  similar  to  that  of  the  growth  which  they  sirjiply ; 
hence  the  frequency  with  which  rujhirre  and  extravasation 
of  blood  take  place. 

Devkloi'MENT. — The  sarcomata  always  originate  from 
connective  tissue — either  from  the  subcutaneous,  the  sub- 
mucous, or  the  subserous  tissues,  the  fascim,  the  con- 
nective tissue  of  organs,  the  periosteum,  or  the  medullary 
tissue  of  bones.  Their  growth  may  take  jfface  in  two 
ways,  by  the  multijffication  of  their  own  dements — central 
growth,  and  by  the  continuous  invasion  of  their  matrix — 
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2>erip]t,cral  growth.  A peripheral  growth  is  the  great 
characteristic  of  the  sarcomata ; they  usually  increase  by 
the  continuous  invasion  of  their  connective-tissue  matrix, 
so  that  no  line  of  demarcation  exists  between  the  two. 
They  frecpiently  also  invade  other  tissues,  the  elements 
of  the  growth  extending  for  some  distance  into  the  sur- 
rounding stnrctures.  This  infiltrating  tendency  of  the 
sarcomata  varies  considerably  in  the  different  varieties, 
being  much  more  marked  in  the  round-celled  than  in  the 
spindle-celled  and  myeloid  growths.  A inirely  central 
growth  is  less  common.  A sarcomatous  tumour,  however, 
often  becomes  encapsiiled  and  growth  takes  i)lace  within 
the  capsule;  ha;t  even  in  this  case  the  capsule  is  some- 
times merely  that  of  the  part  within  which  the  growth 
originates,  as  the  periosteum,  or  the  caj^sule  of  a lym- 
phatic gland. 

Secondary  Changes. — The  most  important  of  these  is 
fatty  degeneration.  This  always  occurs  to  a gi'eater  or 
less  extent  in  the  older  portions  of  the  growth,  causing 
softening,  caseation,  or  the  production  of  cyst-like  cavi- 
ties. It  is  frequently  associated  with  destruction  of  the 
blood-vessels  and  haemorrhage  : the  latter  may  give  rise 
to  pigmentation,  and  the  formation  of  sanguineous  cysts. 
Calcification,  ossification,  aiid  mucoid  degeneration  arc 
less  common.  The  occurrence  of  calcification,  ossification, 
and  augmentation  is  influenced  by  the  predisposition  of 
the  matrix  from  which  the  growth  is  ])roduced  ; — thus 
calcification  and  ossification  arc  more  iironc  to  occur  in 
tumonrs  originating  in  connexion  with  hone,  i)igmenta- 
tiou  in  those  originating  from  the  cutis  or  cyeliall. 

Varieties. — Although  all  the  sarcomata  ])osscss  the 
same  general  characters,  they  present  many  histological 
and  clinical  differences  which  may  serve  as  bases  for 
their  classification.  T’he  occurrence  of  various  secondary 
changes — pigmentation,  mucoid  degeneration,  and  the 
formation  of  cysts,  impart  their  respective  characters  to 
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the  growth  ; hence  melanotic-sarcoma  and  cystic-sarcoma, 
have  been  described  as  distinct  varieties.  This  is  to  a 
certain  extent  justifiable,  inasmuch  as  sarcomata  which 
have  undergone  these  transfoi'mations,  in  many  cases 
possess  the  jDroperty  of  reproducing  the  same  characters 
when  they  occur  secondarily  in  other  jjarts.  Then,  again, 
as  already  stated,  sarcomatous  tumours  are  sometimes 
complex  in  their  structure,  and  are  associated  with  other 
tissues  belonging  to  the  connective-tissue  group.  A 
combination  of  sarcoma  with  fatty,  cartilaginous,  and 
osseous  tissue,  is  thus  not  uncommonly  met  with  {chondro- 
sarcoma osteosarcoma,  &c.).  This  is  owing  to  the  em- 
bryonic tissue  exhibiting  a tendency  to  develop  into  the 
different  varieties  of  connective  tissue.  (See  “The  New 
Formations.”)  The  following  histological  classification, 
based  upon  the  three  different  forms  of  cells  already 
described,  is  perhaps  the  most  convenient.  It  must,  how- 
ever, be  borne  in  mind,  that  all  the  varieties  of  cells  may 
be  found  in  the  same  tumour,  although  the  majority  are 
usually  of  the  same  type ; hence,  the  majority  will  deter- 
mine the  class  to  which  the  growth  belongs. 

SPINDLE-CELLED  SAUCOMA. 

This,  which  includes  the  growths  long  known  in  this 
country  as  “ fibro-plastic,”  “recurrent  fibroid,”  &c.,  is  the 
most  common  of  all  the  sarcomata.  It  is  more  closely 
allied  to  the  fibromata  than  are  the  other  varieties  of 
sarcoma,  inasmuch  as  it  consists  of  a tissue  which  must 
be  regarded  as  occupying  an  intermediate  place  between 
embryonic  and  fuUy-developed  connective  tissue.  It  con- 
sists mainly  of  sjiindle-shaped  and  fusiform  cells,  varying 
considerably  in  size,  and  nearly  in  close  contact,  there 
being  very  little  intercellular  substance.  (Fig.  28.)  The 
cells,  which  contain  well  marked  oval  nuclei,  are  parallel 
to  one  another,  and  are  arranged  in  bundles  which  pass 
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in  all  directions  through  the  growth,  so  that  in  those  por- 
tions of  the  section  in  which  the  bundles  of  spindle- 
elements  have  been  cut  transversely  they  present  the 
appearance  of  round  cells.  In  some  parts  there  may  be 
partial  fibrillation.  The  spindle-celled  sarcomata  grow 
from  the  periosteum,  the  fascice,  and  fi-om  connective 
tissue  in  other  parts.  They  are  usually  tolerably  firm 


Fig.  2H. 


S]>indle-cclled  Sarcoma.  To  the  loft — tho 
celts  have  been  snp.arated  by  teasing,  so  that 
their  individual  fonns  are  apparent ; to  tho 
right — they  are  in  their  natural  state  of  appo- 
sition, such  as  would  bo  seen  in  a thin  sec- 
tion of  tho  tumour,  x 350.  (Virchow.) 

in  consistence,  and  for  the  most  part  present,  on  section,  a 
translucent  somewhat  fibrillated  appearance.  They  are 
often  encapsuled,  much  more  frequently  so  than  the 
round-celled  growths,  but  they  are  very  liable  to  e.vteud 
by  peripheral  growth,  and  often  infiltrate  the  surrounding 
structures. 

Mblanotic  Sarcoma. — This  is  a variety  of  sarcoma  in 
which  many  of  the  cells  contain  granules  of  dark-coloured 
pigment.  By  far  the  greater  number  of  melanotic  tumours 
are  sarcomata,  and  most  of  the  growths  which  were  for- 
merly described  as  “ melanotic  cancers,”  belong  in  reality 
to  this  class  of  new  formations.  Not  only  are  these 
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melanotic  tumours  most  frequently  sarcomata,  but  the 
majority  of  them  consist  mainly  of  siDinclle-shaped  cells — 
hence  they  are  described  in  the  present  section. 

The  melanotic  sarcomata  originate  principally  in  two 
situations — in  the  choroid  coat  of  the  eye,  and  in  the 
superficial  integuments.  In  both  of  these  situations 
pigment  is  a normal  constituent  of  the  tissues,  and  this 

Fig.  29. 


A Melanotic  Sarcoma  of  the  Penis. 

A. — A tliiu  section,  showing  the  general  aiTangcmeut  of 
the  elements,  x 200. 

j>. — A section  from  the  peripheral  part  of  the  growth, 
showing  the  “ indifferent  cells,”  amongst  which 
are  small  isolated  pigmented  elements.  At  a,  a 
blood-vessel  is  seen,  x 200. 

G. Some  of  the  elements  separated  by  teasing.  In  these 

the  pigment-granules  are  well  seen,  x 400. 

tendency  of  structures  normally  containing  pigment  to 
originate  melanotic  growths,  is  exceedingly  characteristic. 
(See  “ Pigmentary  Degeneration.”)  These  tumours 
usually  consist  of  spindle-shaped  cells,  although  in  some 
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casc.s  the  {ji’evailing  type  of  their  elenieuts  is  round  or 
oval.  (Fig.  29.)  The  pigment,  which  gives  to  them  their 
distinctive  characters,  consists  of  granules  of  a brownish 
or  dark  sepia  colour,  which  are  dlstrilmted  within  the 
cells.  (Fig.  29  C.)  Frequently,  only  a very  small  pro- 
portion of  the  cells  are  pigmented,  whilst  in  other 
tumours  the  pigmentation  is  much  more  universal ; in 
all  cases,  however,  a large  number  of  the  elements  will 
be  found  to  be  quite  free  from  pigment. 

These  melanotic  tumours  are  amongst  the  most  malig- 
nant of  the  sarcomatous  gi'owths.  They  reproduce  them- 
selves often  vei-y  rapidly  in  distant  tissues,  and  in  doing 
so,  although  they  almost  invaidaldy  maintain  their  mela- 
notic characters,  the  degree  of  the  pigmentation  of  the 
secondary  tumours  varies  considerably ; whilst  many  of 
them  may  be  perfectly  black  in  colour,  others  may  be 
much  jjaler,  and  perhaps  only  partially  streaked  with 
pigment.  The  secondary  growths  may  occur  in  almost 
every  organ  of  the  body — the  liver,  the  spleen,  the 
kidneys,  the  lungs,  the  heart,  and  also  the  lymjdiatic 
glands  and  subcutaneous  tissue,  may  all  be  simul- 
taneously involved.  I have  observed,  that  when  occur- 
ring in  internal  oi-gaus,  the  pigmentation  is  not  always 
limited  to  the  secondary  nodules,  but  that  many  of  the 
cells  proper  to  the  organ  itself  are  filled  with  granules  of 
similar  pigment,  which  is  most  abundant  in  those  cells 
which  are  immediately  adjacent  to  the  new  growth.  'I’liis 
pigmentation  of  the  cells  of  the  organ  often  c.xteuds  for 
s(une  distance  beyond  the  confines  of  the  tumour. 

O.STicnii)  Sahcom.v. — d’his,  which  is  often  known  as 
“ osteoid  cancer,”  is  a variety  of  sarcoma  (usually  of 
spindle-celled  sarcoma)  in  which  the  growth  is  either 
more  or  loss  calcified,  or  has  partially  become  convei’ted 
into  true  bone.  As  a primary  growth  it  is  met  with  almost 
e.xclusivcly  in  connection  with  boiu! — growing  either  from 
the  i)eriosteum  or  the  medulla — although  the  osteoid  cha- 
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racters  are  usually  reproduced  in  tlie  secondary  tumours 
occurring  in  the  lungs  and  in  other  parts. 

Simple  calcification  is  much  more  common  than  true 
ossification.  Here  the  growth  merely  becomes  infiltrated 
with  calcareous  salts,  which  may  he  dissolved  out  with 
a little  dilute  hydrochloric  acid,  when  the  characteristic 
sarcomatous  structure  becomes  revealed.  In  other  cases 
this  calcification  is  associated  with  the  conversion  of  por- 
tions of  the  tumour  into  true,  although  usually  imperfect 
bone.  When  this  has  occurred,  there  wiU  he  seen  amongst 
the  siiindle-shaped,  round,  or  myeloid  elements,  tracts  of 
tissue  consisting  of  broad  bands  of  granular  intercellular 
material,  infiltrated  with  calcareous  salts,  enclosing  spaces 
which  contain  spindle,  oval,  or  round  cells.  (Fig.  30.) 
I'liis  structure  often  much  resembles  cartilage.  In  other 


Fig.  30. 


Osteoid  Aircomn.— Showing  the  caldfic.ation  of  a spindle- 
celled  growth,  and  the  formation  of  broad  bands  of  calcified 
intercellular  material  enclosing  spaces  which  contain 
round  and  oval  colls,  x 200. 

parts  of  the  growth,  where  the  change  is  more  advanced, 
may  be  seen  lacums  and  even  canaliculi  such  as  are 
found  in  true  bone. 

In  these  osteoid  growths  it  is  most  important  to  recog- 
nise the  existence  of  the  sarcomatous  element,  inasmuch 
as  it  is  the  presence  or  absence  of  this  which  determines 
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the  innocent  or  malignant  nature  of  the  growth.  Osteoid 
sarcoma  must  he  carefully  distinguished  from  the  simple 
osseous  tumoirr. 


it  is  elementary  embryonic  tissue,  itomul-ccUcd  Sarcoma. 
consisting  mainlv  of  the  round  A thin  section  of  ii  small 


in  a scanty,  and  usually  soft, 

homogeneous,  or  finely  granular  intercellular  substance. 
(Fig.  31.)  The  cells  usually  resemble  those  met  with  in  the 
most  elementary  embryonic  tissue ; less  frequently,  they  are 
larger,  and  contain  large  round  or  oval  nuclei,  ■with  bright 
nucleoli.  There  is  an  almost  complete  absence  of  fusi- 
form cells,  and  of  the  partial  fibi-illation  which  is  so  fre- 
quent in  the  more  highly-developed  spindle-celled  variety. 

The  round-celled  sarcomata  are  of  a uniform  soft  brain- 
like  consistence,  somewhat  translucent  or  opaque,  and  of  a 
gre}dsh  or  reddish-white  colour.  On  scraping  the  cut  sur- 
face, they  yield  a juice  which  is  rich  in  cells.  They  are  ex- 
ceedingly vascular,  the  vessels  often  being  dilated  and 
varicose,  and  from  their  liability  to  rupture,  they  fre- 
quently give  rise  to  ecchymoses  and  to  the  formation  of 
sanguineous  cysts.  They  grow  from  the  cutis,  the  sub- 
cutaneous cellular  tissue,  the  periosteum,  the  fasci:e,  and 
from  the  connective  tissue  of  organs.  They  extend 
rapidly  by  peripheral  growth,  infiltrate  the  surrounding 
structures,  and  reproduce  themselves  in  internal  organs. 


ROUND-CELLED  S.\KCOMA. 


This  is  of  softer  consistence 
than  the  sj^indle-celled  growths, 
and  from  its  frequent  resemblance 
in  physical  characters  to  ence- 
phaloid,  it  is  sometimes  known  as 
“ medullary,”  “ encephaloid,”  or 
“soft”  sarcoma.  Histologically, 


Fig.  31. 


138 


NUTEITION  INCREASED. 


From  their  clinical  and  physical  characters,  these 
^ tumours  are  very  liable  to  be  confounded  with  encepha- 
loid  cancer : — they  ai-e  distinguished  by  the  absence  ot 
an  alveolar  stroma,  and  by  the  imiformity  in  the  cha- 
racter of  their  cells. 

Glioma. — This  is  a variety  of  round-celled  sarcoma 
growing  from  the  neuroglia  or  connective  tissue  of  nerve. 
I It  consists  of  very  small  round  cells,  embedded  in  an 
exceedingly  scanty,  homogeneous,  granular,  or  slightly 
fibrillatod  intercellular  substance.  (Fig.  32  a.)  Some  of 


Snrromatmis  Tumours  from  ihe  llrain. — a.  A glioma  of 
cerebellum.  This  represents  tlio  appearance  ordinarily 
presented  by  these  growths,  b.  A comparatively  rare 
form  of  saro(jma,  which  consists  of  large  nucleated  cells 
enclosed  within  the  meshes  of  a vascular  network.  The 
development  of  this  tumour  took  jilace  in  the  brain  sub- 
sequently to  that  of  spindle-celled  growths— primarily  in 
the  thigh,  and  secondarily  in  the  lung,  x 200. 

the  cells  may  possess  fine  prolongations  which,  by  com- 
municating mth  one  another,  form  a somewhat  reticulated 
sti’ucture.  These  tumours  occur  in  the  grey  and  white 
substance  of  the  brain,  in  the  cranial  nerves,  and  in  the 
retina.  In  the  retina  they  usually  commence  as  a minute 
nodule,  which  may  gradually  increase  until  it  projects  as 
a large  fungating  tumour  from  the  orbit.  They  are  not 
encapsuled,  and  although  they  may  occasionally  infiltrate 
the  tissues  in  which  they  lie  and  cause  secondary  growths 
in  their  immediate  vicinity,  they  very  rarely  rejiroduce 


Fig.  32. 
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them.selves  in  the  lymphatic  glands  or  in  internal  organs. 
They  are  liable  to  small  hemorrhages  into  their  struc- 
ture, and  sometimes  become  more  or  less  caseous. 

MYELOID  SARCOYIA. 

This,  which  is  the  well-known  myeloid  tumour,  is  some- 
what allied  to  the  siiindle-celled  growths.  It  possesses, 
however,  certain  histological  peculiarities  which  probably 
depend  upon  the  characters  of  the  tissue  from  which  it 
grows.  Myeloid  tumours  nearly  always  occur  in  con- 
nection with  bone,  and  frequently  originate  in  the  medul- 
lary cavity.  They  consist  of  the  large,  many-nucleated 
cells  ah-eady  described  as  “ myeloid  cells,” — which 
resemble  the  cells  of  the  medulla  in  a state  of  excessive 
nutritive  activity — together  with  numerous  fusiform  cells 
like  those  met  with  in  the  siiiudle-celled  varieties.  There 
are  also  some  smaller  round  and  oval  elements.  The 
large  myeloid  cells,  which  give  to  these  tumours  their  dis- 
tinctive character,  are  usually  much  more  numerous  in 
those  growths  which  originate  in  the  medullary  cavity 
than  in  those  which  spring  from  the  iDcriosteum.  These 
various  forms  of  cells  are  nearly  in  close  contact,  there 
being  very  little  intercellular  substance.  (Fig.  33.) 

IMyeloid  tumours  almost  always  grow  in  connection 
with  bone,  the  heads  of  the  long  bones  being  their 
favourite  seat.  They  are  also  very  frequently  met  with 
springing  from  the  periosteum  of  the  upper  and  lower 
jaws,  where  they  are  usually  known  as  epnlh.  When 
originating  within  the  medullary  cavity,  the  conqiact 
tissue  of  the  bone  becomes  expanded  over  them,  and  they 
thus  often  communicate  on  palpation  the  peculiar  sensa- 
tion known  to  surgeons  as  “ egg-shell  crackling.”  These 
tumours  are  of  firmer  consistence  than  the  other  varieties 
of  sarcoma ; many  of  them  are  firm  and  fleshy,  others 
are  softer,  more  resembling  size-gelatin,  d’hey  are  not 
pulj)y  and  grumous  like  the  soft  sarcomata,  neither  do 
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they  present  the  fasciculated  aijjjearance  of  the  spindle- 
celled  varieties.  Their  cut  surface  has  an  uniform  suc- 
culent appearance,  often  mottled  with  patches  of  red. 

Fig.  33. 


They  are  often  encapsuled  by  the  periosteal  covering  of 
the  bone  from  which  they  grow.  They  are  rare  after 
middle  life,  and  are  the  least  malignant  of  all  the  sarco- 
mata. 

PSAMMOIIA. 

Allusion  must  here  be  made  to  a form  of  growth  occa- 
sionally met  with  in  the  brain  and  its  membranes  which 
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is  known  as  psammoma.  This  growth,  although  having 
but  little  resemblance  to  the  sarcomata,  is  irsually  classi- 
fied with  this  group  of  new  formations.  Its  characteristic 
featui-e  is  that  it  consists  largely  of  calcareous  particles. 
The  calcareous  j^articles  are  contained  in  the  concentric 
bodies  already  described  as  the  corpora  ainylacea,  where 
they  give  rise  to  the  so-called  “brain-sand  ’’ : — hence  the 
name  of  the  growth.  The  calcified  corpora  amylacea 
associated  with  a varying  quantity  of  a cellular  and  fibril- 
lated  tissue,  and  blood-vessels,  make  up  the  growth. 

Psammoma  is  usually  met  with  growing  from  the 
membranes  of  the  brain,  or  from  the  choroid  plexixs.  In 
the  latter  situation  it  often  contains  numerous  cysts.  It 
is  of  no  pathological  importance  except  when  of  suffi- 
ciently lai'ge  size  to  produce  symptoms  from  pressure. 


CLINICAL  CIIAKACTEIIS  OF  THE  SAJICOMATA. 

The  sarcomata  occur  most  frequently  in  early  and 
middle  life,  and,  next  to  the  cancers,  they  are  the  most 
malignant  of  the  new  formations.  They  are  esjiecially 
characterised  by  their  great  tendency  to  extend  locally 
and  to  infiltrate  the  surrounding  structures,  so  that  they 
are  exceedingly  prone  to  recur  in  loco  after  removal. 
They  comparatively  rarely  infect  the  lymphatic  glands, 
and  in  this  respect  ])reseut  a marked  contrast  to  the 
cancers.  They  are  also  very  liable  to  become  generally 
disseminated,  although  this  is  not  usual  in  the  earlier 
stages  of  the  disease.  The  secondary  growths  occur  most 
fref[uently  in  the  lungs.  The  dissemination  is  effected  by 
means  of  the  blood,  and  this  is  owing  to  the  thinness  of 
the  walls  of  their  blood-vessels  and  to  the  immediate  con- 
tact of  these  with  the  cells  of  the  growth — conditions 
most  favourable  to  the  entrance  of  the  cellular  elements 
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into  the  circulation.  The  dissemination  of  the  sarcomata 
is,  on  this  account,  sometimes  more  rajud  than  that  of 
the  cancers.  In  the  latter,  extension  in  the  early  stage 
takes  place  principally  by  the  lymphatics,  and  dissemina- 
tion by  the  blood  only  occurs  in  the  later  stages  of  the 
disease.  The  secondary  sarcomata  usually  resemble  the 
Ijrimary  one,  but  in  exceptional  cases  the  several  varieties 
may  replace  one  another. 

These  malignant  properties  are  possessed  by  the  dif- 
ferent varieties  of  sarcoma  in  very  different  degrees.  As 
a rule,  the  softer  and  more  vascular  the  tumour,  and  the 
less  its  tendency  to  form  a fully-developed  tissue,  the 
greater  is  its  malignancy.  I'he  soft,  round-celled  varieties 
are  thus  usually  much  more  malignant  than  the  firmer 
spindle-celled  growths.  Their  infiltrating  powers  are 
much  greater,  they  sometimes  infect  the  lymiohatic  glands 
(which  is  exceedingly  rare  in  the  spindle-celled  growths), 
and  they  tend  to  reproduce  themselves  very  rapidly  in 
internal  organs.  This  is  probably  partly  owing  to  the 
small  round  cells  being  endowed  with  greater  powers  of 
spontaneous  movement  than  the  spindle-shaped  and 
larger  cells ; hence  they  more  readily  make  their  way 
amongst  the  tissues  and  into  the  blood-vessels.  Amongst 
the  spindle-celled  tumours  the  degree  of  malignancy 
varies  considerably.  Many  of  them  after  removal  never 
recur,  whilst  others  recur  locally  several  times  after 
operation,  and  ultimately  reproduce  themselves  in  dis- 
tant parts.  As  a rule,  lai-geness  of  the  sirindle  elements 
and  the  existence  in  many  of  them  of  more  than  one 
nucleus,  is  an  evidence  of  special  malignancy.  Then, 
again,  the  presence  of  a distinct  capsule  limiting  the 
growth  must  be  taken  into  account  in  judging  of  the 
degree  of  its  malignancy.  The  myeloid  growths  are  the 
least  malignant ; they  may  however  also,  in  exceptional 
cases,  give  rise  to  secondary  growths  in  internal  organs. 


CHAPTER  XIV. 


THE  F I B II  0 M A T A. 

The  fibromata,  fibrous,  or  couuective-tissuc  tumours,  arc 
tumours  cousistiug  of  fibrous  tissue. 

Structure. — lu  structure  the  fiI)romata  present  the 
same  variations  as  those  met  with  in  fibrous  tissue. 
Some  of  them  are  composed  of  firm,  dense,  fibrons  tissue, 
such  as  constitutes  tendons  ; others  are  laxer  and  less 
fibrous  in  consistence,  more  resembling  the  connective 
tissue  of  the  cutis.  The  fibres,  which  constitute  the 
chief  part  of  the  growth,  are  closely  interlaced,  and 
are  distribirted  without  any  definite  arrangement,  or 
grouped  in  bundles  of  varioiis  sizes : they  are  frequently 
arranged  concentrically  around  the  blood-vessels.  The 


Fig.  .T1. 


Siclinn  r>r  a Fihroiis  '/'iimmir from  Hie  Skin.  -In  tho  neiglibourliootl 
of  tliii  cut  blood-vessel  v,  are  seen  some  colls;  also  fibres  cut  Iran.s- 
vcrscly.  x 20U  and  reduced 
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cells,  or  as  they  are  usually  called,  the  counective-tissue 
corpuscles,  are  very  few  in  number.  They  are  usually 
most  abundant  arouud  the  blood-vessels  ; in  other  parts 
of  the  growth  they  are  smaller  aud  often  only  become 
visible  after  the  addition  of  dilute  acetic  acid  (Fig.  34). 
They  are  miuute,  spindle-shaped,  fusiform,  or  stellate 
bodies,  the  latter  having  j3rocesses  of  varying  length 
which  communicate  with  similar  pi'ocesses  from  neigh- 
hoTiring  cells.  They  contain  in  some  cases  an  oval 
nucleus.  The  size  and  number  of  these  cells  varies  with 


fibrous  the  tissue,  aud  the  smaller  and  less  uum 
the  cells. 


vessels.  In  some  cases,  h( 

rous,  and  form  a cavernous  network,  the  walls  of  which 
are  firmly  united  to  the  tissue  of  the  tumour,  so  that 
when  divided  or  raptured  they  are  unable  to  retract. 
In  such  cases,  injury  to  the  tumour  is  often  followed  by 
profuse  hmmorrhage. 

Development. — The  fibromata  always  originate  from 
connective  tissue,  either  from  the  cutis  or  subcutaneous 
connective  tissue,  from  the  submucous  or  subserous  tissue, 
from  fascim,  the  periosteum,  the  neurilemma,  or  from  the 
connective  tissue  of  organs.  In  the  earliest  stages  of 
their  gro3vth  they  consist  of  embryonic  tissue,  the  cells 
being  very  numerous,  and  the  intercellular  substance  soft 
and  amorphous  (see  “ Development  of  New  Formations”). 
The  latter,  however,  subsequently  fibrillates,  the  cells 
diminish  in  number,  many  of  them  become  spindle-shaped 
and  the  embryonic  becomes  fully  developed  connective 
tissue.  The  slower  the  process  of  development,  the  less 
marked  are  these  embryonic  charactei's.  The  fibromata 
are  almost  always  hmited  by  a fibrous  capsule,  which 
separates  them  from  the  surrounding  structures.  Their 
growth  is  slow  and  central,  taking  jjlace  within  the 
capsule. 


the  rapidity  of  growth — the  slower  the  growth 


The  fibromata  usually 
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Secondary  Changes. — Of  these,  partial  mucoid  soften- 
iuff  and  calcification  are  the  most  common.  Ulceration 

O 

also  sometimes  occurs  in  those  gi-owths  which  are  situated 
in  the  submucous  tissue. 

Varieties. — Fibrous  tumours  present  some  variations 
in  their  characters,  which  depend  for  the  most  part  upon 
the  tissues  from  which  they  grow.  Those  growing  from 
the  cutis  are  softer  and  less  dense  in  consistence  than 
those  met  with  in  many  other  situations ; they  usually 
also  have  papillm  on  their  surface.  These  growths  from 
the  cutis  are  by  no  means  uncommon,  and  may  form 
enormous  tumours.  They  are  frequently  multiple,  and  in 
their  growth  often  become  pedunculated.  They  commonly 
occur  in  middle  or  advanced  life. 

Another  variety  of  fibrous  tumour  grows  in  connection 
with  nerves,  and  is  often  described  as  neuroma.  True 
neuromata,  however — i.e.,  new  formations  of  nerve-tissue 
— are  amongst  the  rarest  forms  of  new  formations.  These 
fibrous  growths  most  frequently  occur  in  connection  with 
the  superficial  nerves.  They  grow  from  the  neurdemma,' 
and  as  they  increase  in  size  the  nerve-fibres  become  ex- 
panded over  them,  so  that  they  often  cause  considerable 
pain — hence  the  term  “ painful  subcutaneous  tubercle” 
which  is  sometimes  applied  to  them. 

The  fibroid  tumours  of  the  uterus,  which  are  often 
described  as  fibrous  tumours,  appear  in  most  cases  to  be 
overgrowths  of  the  involuntary  muscular  tissue  of  the 
organ.  They  will  therefore  be  considered  with  the  mus- 
cular tumours.  (See  “ Myoma.”) 

Physical  Characters,  &c.  — Fibrous  tumours  are 
usually  more  or  less  spherical  or  oval  in  shape,  and  are 
frequently  lobulated  on  the  surface.  Their  consistence 
varies: — they  may  be  exceedingly  firm,  dense,  and  fibrous, 
or  softer  and  more  succulent.  On  section,  they  usually 
present  a greyish-white  basis  substance,  intersected  with 
opaque  white  glistening  fibres.  They  are  generally  single, 
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except  when  growing  from  the  neurilemma  or  cutis,  in 
which  situations  they  are  frequently  multiple. 

Clinical  Ghakactees. — Clinically  the  fibromata  are 
perfectly  innocent,  and  have  little  or  no  tendency  to  recur 
locally  after  removal. 


CHAPTEll  XV. 


T H E M Y X 0 M A T A. 

The  myxomata  are  tumours  cousisting  of  mircous  tissue. 
Mucous  tissue  i.s  a trausluceut  aud  succulent  couuectiv(! 
tissue,  the  iutercellular  suhstaucc  of  which  yields  mucin. 
Physiologically,  this  tissue  is  met  with  iu  two  forms,  and 
in  two  situations: — one — in  the  vitreous  hody  of  the  eye, 
in  which  the  cells  are  roundish  and  isolated ; the  other — 
iu  the  umbilical  cord,  in  which  the  cells  are  fusiform  or 
stellate  and  give  off  fine  trabeculm  which  anastomose 
%vith  one  another.  In  both,  the  intercellular  substance  is 
homogeneous  and  yields  mucin.  The  connective  tissues 
in  their  embi’youic  condition,  as  already  stated  when 
describing  “ mucoid  degeneration,”  possess  an  inter- 
cellular substance,  containing  large  quantities  of  mucin. 
This  is  especially  the  case  with  the  tissue  which  subse- 
i|uently  becomes  adipose.  Xew  formatious  may  undergo 
a mucoid  change,  and  thus  closely  resemble  in  their  phy- 
sical and  chemical  characters  the  myxomata.  A myxoma, 
however,  is  a growth  which  consists  of  mucous  tissue. 
The  myxomata  are  thus  very  closely  allied  to  the  sarco- 
mata, and  by  many  are  included  in  the  same  class  of  new 
formations. 

Structuri:. — 'I'he  cells  present  the  two  varieties  met 
with  in  the  physiological  tissues,  fi’he  majority  are 
angular  and  stellate,  with  long  anastomosing  prolonga- 
tions and  trabecula;.  (Pig.  TI.)  Others  are  isolated,  and 
fusiform,  oval,  or  spherical  in  shape.  They  usually  possess 
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one,  in  some  cases  two  distinct  nuclei.  Their  contour  is 
very  indistinct,  owing  to  the  refracting  nature  of  the 


Fig.  35. 


Mi/xoma.  A minute  piece  of  a myxoma 
of  tlie  ami,  sliowing  the  characteristic 
branched  anastomosing  cells.  There  are 
also  a few  leucocytes,  and  one  or  two 
spindle-shaped  elements,  x 200. 

intercellular  substance.  The  latter  is  very  abundant, 
perfectly  homogeneous,  of  a soft  gelatiniform  viscid  con- 
sistence, and  yields  large  quantities  of  mucin : amongst 
it  are  a varying  number  of  amoeboid  cells.  The  blood- 
vessels, which  are  not  numerous,  are  readily  visible  and 
easily  isolated.  A few  elastic  fibres  are  sometimes  seen 
between  the  cells. 

Development. — The  myxomata  always  originate  from 
one  of  the  connective  tissues.  Adipose  tissue  is  their 
most  favourite  seat — either  the  subcutaneous,  the  sub- 
mucous, or  the  inter-muscular  adipose  tissue.  They  also 
grow  from  the  medullary  tissue  of  bone,  the  connective 
tissue  of  organs,  from  the  connective  tissue  of  the  brain 
and  spinal  cord,  and  from  the  sheaths  of  nerves.  They 
are  usually  separated  from  the  surrounding  structures  by 
a very  thin  fibrous  capsule,  fine  prolongations  from  which 
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divide  the  growth  into  lobules  of  various  sizes.  In  ex- 
ceptional cases  they  may  increase  by  the  continuous 
invasion  of  their  matrix.  Their  growth  is  usually  slow, 
but  they  may  attain  an  enormous  size. 

Secondary  Changes. — Of  these  the  most  common  is 
rupture  of  the  cajjillaries,  haemorrhage,  and  the  formation 
of  sanguineous  cysts ; this,  however,  is  less  frequent  than 
in  the  sarcomata.  The  cells  themselves  may  midergo 
mucoid  or  fatty  degeneration,  and  thus  be  destroyed ; 
this  is  usually  accompanied  by  liquefaction  of  the  inter- 
cellular sirbstance. 

V;UiiETiES. — The  varieties  of  myxoma  depend  princi- 
pally upon  its  combination  with  other  growths.  The 
most  common  is  a combination  with  lipoma — adipose 
tissue  being  the  tisstxe  from  which  it  most  frec[uently 
originates.  Combinations  with  sarcoma  and  enchondroma 
are  also  frequently  met  with. 

Physical  Characters,  &c. — The  myxomata  are  of  a 
peculiar  soft  gelatiniform  consi.stence,  and  of  a pale 
greyish  or  reddish-white  colour.  Their  cut  surface  yields 
a tenacious  mucilaginous  liquid,  in  which  may  be  seen 
the  cellular  elements  of  the  growth.  They  are  most  fre- 
quently met  with  in  the  later  periods  of  life.  Their  most 
common  seats  are  those  of  adipose  and  nervous  tissue. 
Growing  from  the  sheaths  of  nerves,  they  constitute  one 
variety  of  so-called  neuroma.  They  may  also  grow  from 
the  placenta,  constituting  the  “ uterine  hydatids.”  When 
situated  in  superficial  parts  they  may  become  peduncu- 
lated. In  the  submucous  tissue  of  the  nose,  they  consti- 
tute one  form  of  nasal  polypus. 

Clinical  Characters. — Clinically  the  myxomata  are 
for  the  most  part  benign  gi’owths.  If  completely  removed 
they  rarely  recur.  Sometimes,  however,  they  exhibit 
malignant  characters,  and  recur  locally  after  removal. 
They  probably  never  reproduce  themselves  in  internal 
organs. 


CHAPTER  XVI. 


THE  LIPOMATA. 

A GENERAL  new  formation  of  adipose  tissue  constituting 
ohcsitij,  has  already  been  described  under  “ fatty  infiltra- 
tion.” A localized  and  circumscribed  formation,  consti- 
tutes a lipoma  or  fatty  tumour. 

Structure. — The  liponiata  resemble  in  their  structure 
adipose  tissue.  (Fig.  36.)  They  consist  of  cells  containing 

fat,  and  a variable  quan- 
tity of  common  connective 
tissue.  The  cells,  like 
those  of  adq^ose  tissue, 
though  usually  somewhat 
larger,  are  more  or  less 
round  or  polygonal  in 
shape,  and  are  distended 
with  fluid  fat.  The  nu- 
cleus and  protoplasm  are 
so  compressed  against  the 
cell- wall  by  the  fluid  con- 
tents, that  although  their 
existence  may  often  be  demonstrated  by  treatment  with 
reagents,  they  are  usually  only  readily  visible  when  the  cell 
is  atrophied  and  contains  less  fat.  (See  Fig.  3 a.)  The 
connective  tissue,  which  varies  in  amount,  usually  unites 
the  cells  in  masses  or  lobules  of  various  sizes,  and  also  in 
most  cases  forms  a thin  capsule  around  the  tumour. 
Blood-vessels  are  distributed  in  the  fibrous  septa. 

Development. — The  lipomata  grow  from  connective 
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Lipoma.  Some  of  the  cells  contaiu 
crystallized  fatty  acids,  x 200. 
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tissue.  Atlijwse  tissue,  it  must  be  remembered,  is  merely 
connective  tissue  containiug  numerous  cells  which  arc 
infiltrated  with  fat ; and  its  growth  consists,  either  in  the 
infiltration  of  more  of  these  cells,  or  in  a proliferation 
of  the  cells,  and  an  accumulation  of  fat  in  those  newly- 
developed.  A lipoma  in  the  same  way  originates  by  a 
localised  proliferation  of  cells,  which  as  they  are  produced 
become  infiltrated  -\vith  fat.  The  growth  of  these  tumours 
is  always  very  slow,  and  they  are  usually  encapsuled  by  a 
layer  of  fibrous  tissue. 

Secondary  Changes. — Secondary'  changes  in  the  lipo- 
mata  are  not  common  ; their  fibrous  septa  may,  how- 
ever, become  calcified,  or  even  ossified,  and  the  fatty- 
tissue  undergo  a pi’ocess  of  liquefaction.  Softening  may 
also  occur  from  a mucoid  change.  Sometimes  they 
become  the  seat  of  an  inflammatory  process;  then,  when 
situated  in  the  subciitaueous  tissue,  the  skin  over  them 
becomes  adherent  and  ulcerates,  and  a fungatiug  mass  is 
the  result. 

Physical  Characters,  &c. — The  situation  of  the  lipo- 
mata  is  almost  co-extensive  with  that  of  adipose  and 
connective  tissue.  They  occur  mo.st  frequently,  however, 
in  those  parts  in  which  fat  is  normally  met  with,  as  in 
the  subciYtaneous  tissue  and  the  iuter-muscirlar  sejita. 
They  are  also  occasionally  developed  in  the  subsynovial 
and  subserous  tissues,  in  the  submucous  tissue  of  the 
stomach  and  intestines,  and  even  in  internal  organs. 
'J’hey  sometimes  attain  an  enormous  size.  They  are 
lobulated,  and  are  usually  surrounded  by  a fibrous  cap- 
sule which  separates  them  from  the  adjacent  structures. 
On  section  they  present  the  ordinary  appearance  of  adi- 
fiose  tissue.  Their  consistence  varies  with  the  amount  of 
fibrous  tissue  which  they  contain.  They  are  usually 
single,  though  not  unfrequcntly  multiple.  In  their 
growth  they  sometimes  become  ])cdunculated. 

Clinical  Characters. — Clinically  the  lijjomata  are 
perfectly  innocent. 


CHAPTER  XVII. 


THE  ENCHONDEOMATA. 

The  Enchondromata  are  tumours  histologically  resem- 
bling cartilage. 

Structure. — Like  cartilage  they  consist  of  cells  and 
an  intercellular  substance,  wbicb  present  all  the  varia- 
tions observed  in  the  normal  tissue.  The  intercellular 
Fig.  37.  substance  may  be  hyahne,  faintly 

or  distinctly  fibrous,  or  mucoid. 
When  fibrous,  the  fibres  may  be 
arranged  like  those  of  fibro-carti- 
lage,  or  more  or  less  concentri- 
cally around  the  cells  as  in  the 
reticular  cartilages  of  the  ear  and 
Fibrous  Ewh^iroma.  larynx.  (Fig.  37.)  The  cells  may 
be  very  numerous,  or  few  in  pro- 
portion to  the  matrix.  They  are  round,  oval,  spindle- 
shaped,  or  stellate.  In  the  hyaline  forms  they  are 
usually  large  and  round  or  oval ; in  the  fibrous  forms 
they  are  often  smaller  and  even  somewhat  spindle-shaped, 
more  resembling  those  of  connective  tissue ; and  in  the 
rarer  mucoid  forms,  they  are  more  commonly  stellate  and 
branched,  like  those  of  the  umbilical  cord.  They  are 
either  single  or  arranged  in  groups,  and  are  usually  sur- 
rounded by  a capsule,  though  this  is  often  very  indistinct. 
They  enclose  one  or  more  nuclei  and  slightly  granular 
contents ; sometimes  a cell-wall  cannot  be  distinguished. 
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lu  addition  to  the  intercellular  substance,  the  growth  is 
usnally  divided  into  several  lobes,  by  bands  of  fibrous 
tissue  in  which  are  contained  the  blood-vessels.  These 
lobes  are  often  very  distinct,  so  that  the  growth  appears 
to  be  made  up  of  several  separate  tumours.  The  fibrous 
tissue  in  most  cases  also  encapsules  the  growth  and  sepa- 
rates it  from  the  surrounding  structures. 

Development. — The  enchondromata  most  frequently  ori- 
ginate from  bone  and  common  connective  tissue,  very  rarely 
from  cartilage.  Cartilage  itself,  and  especially  fibrous- 
cartilage,  is  very  closely  allied  to  common  connective 
tissue.  It  grows  from  the  deeper  layers  of  the  perichon- 
drium, which  proliferate  and  form  an  embryonic  tissue  ; 
the  young  cells  become  cartilage-cells,  and  these  pro- 
bably form  the  matrix,  which  is  either  homogeneous  or 
fibrillated,  constituting  in  the  one  case  hyaline,  and  in 
the  other  fibrous  cartilage.  The  development  of  enchon- 
droma  from  connective  tissue  is  precisely  similar  to  the 
physiological  progress. 

In  the  development  of  echondroma  from  osseous  tissue, 
the  medulla  is  the  source  of  the  new  growth.  This  pro- 
liferates, the  osseous  trabeculaj  are  absorbed,  the  neigh- 
bouring medullary  spaces  open  one  into  the  other,  and  in 
this  manner  a large  medullary  cavity  is  produced.  In  the 
centre  of  this,  the  young  cells  first  formed  enlarge  and 
become  separated  by  a homogeneous,  or  less  frequently, 
slightly  fibrillated  intercellular  substance,  and  thus  is 
produced  a mass  of  cartilage  in  the  centre  of  the  medul- 
lary tissue.  This  gradi;ally  increases  till  ultimately  a 
layer  of  fibrous  tissue  is  formed  around  it,  and  its  further 
growth  takes  place  from  the  tissue  of  its  capsule. 

Lastly,  cartilaginous  growths  may  originate  from  carti- 
lage itself.  These  are  sometimes  seen  on  the  surface  of  the 
articular  cartilages,  in  the  larynx  and  trachea,  and  on  the 
costal  and  intervertebral  cartilages.  They  are  simply 
local  outgrowths  from  pre-existing  cartilage.  They  rarely 
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attain  a large  size,  and  in  structure  and  physical  charac- 
ters more  closely  resemble  normal  cartilage  than  the  other 
forms  of  enchondroma.  They  are  usually  described  as 
enckondroses,  and  must  he  distinguished  from  the  other 
forms  of  cartilaginous  tmnour. 

Secondaky  Changes. — Of  these,  calcification  is  much 
the  most  common.  It  affects  different  parts  of  the 
growth,  commencing  in  the  capsules,  and  then  involving 
the  intercellular  substance.  Ossification  also  occasionally 
occurs  ; it  commences  at  sejDarate  centres,  and  spiculm 
of  bone  are  formed  which  traverse  the  tumour  in  various 
directions.  Fatty  degeneration  and  mucoid  softening  are 
common  changes,  and  may  lead  to  the  formation  of  large 
softened  masses  which  present  the  appearance  of  cysts. 
In  rare  cases  the  skin  covering  the  tumour  ulcerates,  and 
a fungating  mass  protrudes. 

Vakieties. — The  varieties  of  enchondroma  depend 
mainly  upon  the  nature  of  the  intercellular  substance. 
There  are  thus  hyaline,  fibrous,  and  mucoid  enchondro- 
mata ; these,  however,  are  usually  combined  in  various 
degrees  in  the  same  tumour.  As  a rule,  those  originating 
from  the  medulla  of  hone  are  of  the  hyaline  and  mucoid 
class,  whilst  those  originating  from  connective  tissue  in 
other  situations  are  more  frequently  fibrous.  The  rapidly 
growing  fibrous  forms  approach  very  closely  the  confines 
of  the  sarcomata,  the  mucoid  forms  the  confines  of  the 
myxomata ; and  these  two  kinds  of  growth  are  often 
associated  in  the  same  tumour. 

A variety  of  enchondroma  has  been  described  under 
the  name  of  osteo-ch.ondroma,  which  in  structure  more 
closely  resembles  bone  than  cartilage.  It  consists  of  a 
tissue  similar  to  that  met  with  between  the  periosteum 
and  bone  in  rickets,  which  from  its  resemblance  to  osseous 
has  been  called  osteoid  tissue.  This  tissue  only  requires 
calcifying  to  become  true  bone.  Like  bone  it  is  made  up 
of  trabeculm  and  medullary  sj^aces,  but  the  trabecidas. 
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insteail  of  bone-corpuscles  and  lamelbo,  consist  of  small 
angular  cells  \vithout  a capsule,  situated  in  an  obscurely 
librillated  matrix,  which  in  ]>art  is  calcified.  The  medul- 
lary sjiaces  contain  a fibrous  stroma  and  many  blood-ves- 
sels. The  osteo-chondromata,  although  consisting  mainly 
of  this  osteoid  tissue,  contain  also  a small  proportion  of 
cartilage.  They  originate  beneath  the  periosteum,  their 
common  seat  being  the  ends  of  the  long  bones.  Their 
grow’th  is  very  rapid,  and  they  often  attain  an  enormous 
size.  They  are  much  more  freely  su])plied  with  blood- 
vessels than  the  ordinary  enchondromata,  and  hence  they 
are  much  less  fre(^uently  tlic  seats  of  retrogressive 
changes.  'I’hcy  are  especiall}'  prone  to  become  ossified 
and  converted  into  true  bone. 

I’iiv.siCAi.  Cii.vH.vcTERS,  Ac. — The  enchondromata  occur 
mo.st  frequently  in  early  life.  About  three-fourths  of 
them  are  met  with  in  the  osseous  system,  where  they 
grow  either  from  the  medulla  or  from  the  periosteum ; 
their  favourite  seat  is  the  e.xtremities  of  the  fingers  and 
toes.  The  remaining  fourth  occur  most  fre(picntly  in  the 
parotid  gland  and  in  the  testicle,  d'hey  occasionally 
gr<jw  in  the  subcutaneous  cellular  tissue  of  the  mamma, 
and  in  the  lungs.  They  are  usually  single  excei)t  when 
occurring  on  the  fingers  and  toes,  in  which  situations 
they  are  nmre  freipiently  multi])le.  They  ca)nsist  of  a 
single  tumour,  or  of  several  smaller  tumours  held  toge- 
ther bj'  fibrous  tissue.  'I'lieir  consistence  is  softer  than 
that  ol  cartilage!,  sometimes  it  apjeroacbes  that  of  a soft 
jelly.  Their  grcjwth  is  usmilly  slow,  though  in  the  softer 
tonus  and  in  those  growing  in  the  medulla  of  bone,  it  is 
often  very  rapid.  They  may  attain  an  enormous  size;. 

Cu.Mc.vL  ( 'ii.vu.vCTKiiS. — d’ho  ('iieboudromata  must  for 
the  most  part  be  regarded  as  innocent  growths.  Those 
hojnologous  lorms  which  originate  from  cartilage,  ami 
have  been  called  “ enchond roses,”  differ  in  all  respects 
from  the  heterologous,  and  never  exhibit  malignant  cha- 
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racters.  The  more  heterologous  forms  originating  from 
connective  tissue  and  bone,  are  usually  encapsuled,  and 
in  most  cases  produce  merely  local  effects,  although 
these,  from  the  parts  involved  and  the  raiDidity  of  growth, 
are  often  very  injurious.  The  softer  forms,  however,  and 
especially  those  which  occur  in  the  mednlla  of  bone, 
occasionally  exhibit  malignant  characters.  These  grow 
the  most  rapidly,  and  are  sometimes  not  limited  by  a 
fibrous  capsule;  they  may  therefore  recur  locally  after 
removal.  In  very  rare  cases  they  have  also  infected  the 
lymphatic  glands,  and  recurred  in  the  lungs. 

In  speaking  of  the  malignancy  of  the  enchondromata, 
it  must  be  borne  in  mind  that  these  cartilaginous  growths 
are  sometimes  associated  with  sarcoma ; so  that  whilst  it 
must  be  admitted  that  pure  enchondromata  are  in  excep- 
tional cases  malignant,  the  malignant  properties  ascribed 
to  these  growths  are  j^robably  often  due  to  the  combina- 
tion with  sarcomatous  elements. 


CHAPTER  XVIII. 


THE  OSTEOMATA. 

Tile  Osteomata  or  osseous  tumours,  are  tumours  consist- 
ing of  osseous  tissue.  A new  formation  of  bone  occurs 
under  various  circumstances.  Irritative  conditions  of  the 
bone  and  periosteum  are  often  attended  by  a large  forma- 
tion of  new  bone.  This  is  seen  after  fractures,  in  which 
there  is  not  only  a formation  of  bone  from  the  bone 
itself,  but  also  from  the  periosteum  and  adjacent  fibrous 
structures  (“  permanent”  and  “ provisional  callus”). 
Chronic  inflammation  of  the  pei'iosteum  is  also  fre- 
quently followed  by  thickening  of  the  bone  beneath  it. 
These,  however,  are  inflammatory  formations,  and  have 
not  an  independent  growth  like  the  osseous  tumours. 

Sthuctuke. — Osseous  tumoirrs  resemble  in  structure 
normal  bone.  There  are  three  histological  varieties  : — 

1.  The  Ehurnated  Osteomata. — These  consist  of  dense, 
compact,  osseous  tissue.  The  lamellos  are  arranged  con- 
centrically and  parallel  to  the  surface  of  the  tumour. 
There  is  a complete  absence  both  of  blood-vessels  and  of 
cancellous  tissue. 

2.  The  Compact  Osteomata. — These  are  formed  of  a 
tissue  similar  to  that  of  the  compact  tissue  of  the  long 
bones  ; differing  only  in  the  arrangement  of  the  Haversian 
canals  and  canaliculi,  which  is  less  regular  than  in  normal 
bone. 
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3.  The  Cancellous  Osteomata. — These  consist  of  cancel- 
lous osseous  tissue,  which  is  usually  surrounded  by  a thin 
layer  of  denser  bone.  The  medullary  spaces  may  contain 
embryonic  tissue,  a fibrillated  tissue,  or  fat. 

Development. — Osseoirs  tumo\irs  originate  from  bone 
or  its  periosteum,  from  cartilage,  and  from  connective 
tissue  apart  from  bone. 

Varieties. — The  osteomata  are  divisible  into  two 
classes,  according  to  their  seat — the  homologous  osteo- 
mata or  exostoses,  and  the  heterologous  osteomata  or 
osteophytes. 

The  homologous  osteomata  or  exostoses,  are  outgrowths 
from  pre-existing  bone,  growing  either  from  the  peri- 
osteum, from  the  ai'ticular  cartilage,  or  from  the  medulla. 
Those  growing  from  the  periosteum  occur  most  frecpiently 
on  the  external  and  internal  surfaces  of  the  shuU : the 
orbit  is  an  especially  favourite  seat,  and  here  they  are 
often  dense  and  eburnated.  They  are  also  common  on 
the  upper  and  lower  jaws,  and  in  this  situation  they  may 
grow  from  the  dental  periosteum.  There  is  usually  a line 
of  demarcation  between  them  and  the  subjacent  bone,  the 
new  tissue  of  the  tumour  being  distinct  from  the  compact 
tissue  of  the  bone.  The  periosteum  from  which  they 
grow  covers  them,  and  is  continuous  with  that  of  the  old 
bone. 

The  exostoses  growing  from  the  articular  cartilages 
occur  at  the  ends  of  the  long  bones.  In  structure  they 
are  much  more  cancellous  than  the  periosteal  growths, 
and  their  outline  is  less  regnlar.  The  medullary  exostoses 
— or  more  properly,  enostoses — are  the  least  frequent : 
they  originate  in  the  medullary  tissue. 

The  heterologous  osteomata  or  osteophytes,  originate 
apart  from  bone,  growing  from  the  connective  tissue  or 
from  cartilage.  They  are  especially  liable  to  occur  in 
tissues  in  the  neighbourhood  of  bone  which  are  the  seat  of 
a chronic  inflammatory  process,  and  they  must  in  most 
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cases  be  regarded  rather  as  inflammatory  formations 
than  as  tumours.  Such  formations  of  hone  are  some- 
times met  with  in  the  neighbourhood  of  diseased  joints 
and  of  diseased  hone  in  other  situations,  in  tendons,  in 
the  cartilages  of  the  larynx  in  chronic  laryngitis,  in  the 
costal  cartilages,  in  the  bronchi,  in  mirscle,  i^  the  arach- 
noid and  pia  mater,  and  even  very  occasionally  in  the 
lungs  and  brain.  They  must  he  distinguished  from  cal- 
careous deposits,  in  which  there  is  no  new  formation. 
(See  “ Calcareous  Degeneration.”) 

Clinical  Ciiakacteks. — The  osteomata  are  perfectly 
innocent  tumours.  Their  growth  is  very  slow.  They 
rarely  attain  a large  size.  They  are  often  hei'editary  and 
multiple,  in  which  case  they  usually  occur  in  early  life. 
Those  osseous  growths  which  sometimes  exhibit  malig- 
nant characters,  are  sarcomata  or  cancers  which  have 
undergone  partial  ossification.  From  these,  true  osteo- 
mata must  he  carefully  distinguished.  (See  “ Osteoid 
Sarcoma”  and  “ Osteoid  Cancer.”) 


CHAPTER  XIX. 


THE  LYMPHOMATA. 

The  Lymphomata  are  new  formations  consisting  of  lym- 
phatic, or,  as  it  is  sometimes  called,  adenoid  tissue  (the 
“ adenoid  tissue  of  His”).  Lymphatic  tissue  is  the  tissue 
comjjosing  the  follicles  of  the  lymphatic  glands  and  the 
Malpighian  corpuscles  of  the  S23leen,and  existing  in  many 
other  j^arts  belonging  to  the  lymjjhatic  system.  This 
tissue  is  now  known  to  have  a much  more  general  dis- 
tribution than  was  formerly  sujjposed ; it  not  only  con- 
stitutes the  follicles  of  the  lymphatic  glands  and  the 
Malpighian  corpuscles  of  the  spleen,  but  also  Peyer’s 
glands  and  the  solitary  glands  of  the  intestine,  the  fol- 
licles of  the  j^harynx  and  tonsils,  the  Thymus  gland,  and 
the  trachoma  glands  of  the  conjunctiva.  Recently  it  has 
also  been  found  to  exist  in  many  other  situations,  as 
around  the  blood-vessels  of  the  ]3ia  mater  and  of  other 
parts,  in  the  neighbourhood  of  the  smallest  bronchi,  in  the 
pleura  immediately  beneath  its  endothelium,  in  the  peri- 
toneum, in  the  mucous  membrane  of  the  alimentary  canal, 
and  in  the  medulla  of  bone. 

Structure. — Lymphatic  tissue,  wherever  it  exists,  pos- 
sesses the  same  general  structure,  and  the  follicle  of  a 
lymphatic  gland  may  be  taken  as  the  type,  not  only  of 
the  physiological  tissue,  but  also  of  the  pathological 
growths. 

This  tissue  consists  essentially  of  a reticulum  of 
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branched  cells,  within  the  meshes  of  which  arc  contained 
lymphatic  elements — the  so-called  lymph-corpuscles.  The 
reticulum  is  made  up  of  very  fine  filjrils  which  form  a 
close  network,  the  meshes  of  which  are  only  sufficiently 
large  to  enclose  a few,  or  even  a single  corpuscle,  in  each. 
The  fibrils  usually  present  a more  or  less  homogeneous 
appearance,  and  nuclei  are  to  be  distinguished  at  the 
angles  of  the  network  (Fig.  38).  The  lymphatic 


Li/mphomn. — A,  a tliiii  section  of  a lymplioina- 
toii.s  tumour  of  tlio  mediastinum,  a,  a similar 
section,  from  wliich  most  of  tlje  cells  li.ave  l)oen 
removed  by  pencilling,  so  as  to  show  the  reticu- 
lated network,  and  the  nuohd  in  its  angles.  This 
network  is  much  more  marked  than  that  often  met 
with.  X 2U0. 


cells,  or  lymph-corpuscles,  which  constitute  the  greater 
part  of  the  tissue,  can  in  most  cases  be  readily  removed 
from  the  meshes  of  the  reticulum  by  the  agitation  of 
thin  sections  in  water.  They  are  identical  in  their 
characters  wth  the  white  cells  of  the  blood,  and  like  these 
are  contractile,  and  possess  the  iiower  of  sjiontancous 
movement.  As  usirally  seen  after  death,  they  arc  sphe- 
roidal, pale,  semi-transparent  bodies,  varying  considerably 
in  size,  and  also  presenting  slight  differences  in  their 
structure.  Some  are  granular  and  appear  to  jio.ssess  no 
nucleus  ; in  others,  a distinct,  simpde,  or  compound  nucleus 
is  visible,  which  is  usually  also  granular ; others  agaiii 
are  much  larger  and  contain  two  or  even  three  nudsu 


Fig.  38. 
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The  histological  characters  of  the  lymphomata,  however, 
vary  considerably  according  to  the  age  of  the  growth 
and  the  rapidity  of  its  development.  In  the  earlier 
stages  of  development,  and  when  growth  is  taking 
place  very  rapidly,  the  proportion  of  lymph-corpuscles 
is  great,  and  many  of  these  are  much  larger  than 
those  normally  met  with  in  lymphatic  glands,  contain- 
ing two,  or  even  several,  nuclei  (myeloid  or  giant  cells). 
(Fig.  39.)  In  a more  advanced  stage,  and  also  in  all 


Fig.  3ii. 
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Cells  from  a Lymphdllc  Growth  in  the  Liver. 
'Diose  to  the  left  are  the  ordinary  lymph- 
corjjUHclcs  which  constituted  the  greater  part 
of  the  growth.  To  the  right  are  some  of  the 
larger  multi-nucleated  elements,  x 350. 


tumours  in  which  the  process  of  development  has  been 
slow, the  proportion  of  lymph-corpuscles  is  smaller,  and  the 
reticulum  constitutes  a more  prominent  part  of  the  growth. 
The  larger  cell-forms  also  are  almost  entirely  wanting ; 
and  the  reticulum,  instead  of  being  exceedingly  delicate, 
is  much  coarser,  and  forms  a network  of  broad  homo- 
geneous or  slightly  hbrillated  bands.  As  the  reticulum 
increases  the  lymph-corpuscles  gradually  diminish  in 
number  and  become  arranged  in  smaller  groups  within  its 
meshes.  (See  Fig.  79.)  These  variations  in  the  i^rojjor- 
tion  of  corpuscles  and  stroma  are  precisely  analogous  to 
those  met  with  in  lympliatic  glands  as  the  result  of  acute 
and  chronic  inflammation.  (See  “ Inflammation  of  Lym- 
phatic Structures.”) 

Development. — The  lymphomata  originate  for  the  most 
part  from  lymphatic  tissue,  being  simply  overgrowths  of 
jire-existing  lymphatic  structures.  At  the  same  time  it 
is  probable  that  the  new  elements  are  in  some  cases  partly 
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deriveel  from  migrated  blood-corpuscles,  wbicli  multiply 
subsequently  to  tbeir  escape  from  tbe  vessels.  (See 
“ Leukiumia.”)  These  growths  are  therefore  usually 
homologous.  They  may,  however,  be  heterologoms,  either 
Giving  to  the  new  tissue  extending  considerably  bej'ond 
the  coniines  of  the  old,  or  to  its  growth  in  situations 
where  it  is  normally  almost  entirely  wanting.  This  latter 
condition  obtains  in  Hodgkin's  disease,  and  in  certain 
forms  of  lymphoma  which  are  malignant. 

Secoxdxky  Changes. — The  lymphomata  do  not  un- 
dergo marked  retrograde  changes.  There  is  no  fatty  de- 
generation, caseation,  or  softening,  such  as  occurs  in 
scrofulous  glands. 

PuYsiCAL  Characters,  &c. — The  jdij’^sical  characters  of 
the  lymj^homata  vary  according  to  the  rapidity  of  their 
growth.  The  rapidly  growing  forms,  in  which  the  cellu- 
lar elements  are  so  numerous,  are  of  a greyish-white 
colour  and  soft  brain -like  consistence,  much  resembling 
eucephaloid  cancer.  These  often  attain  an  enormous  size, 
and  infiltrate  the  neighbouring  structures.  They  have 
been  called  by  Virchow  lymphosarcoma,  d’hose  which 
are  more  slowly  developed,  and  in  which  the  reticulum 
constitutes  the  greater  portion  of  the  growth,  are  much 
harder  in  consistence,  sometimes  being  almost  carti- 
laginous. These  harder  growths  rarely  attain  a large 
size. 

Clinical  Characters. — Clinically,  the  lymphomata 
are,  for  the  most  part,  perfectly  innocent  tumours.  They 
originate  most  frequently  in  the  lymjihatic  glands,  tlu' 
gland  undergoing  a continuous  increase  in  size.  Some- 
times the  enlargement  of  the  glands  appears  in  the  first 
place  to  be  of  an  inflammatory  nature,  and  to  result  from 
some  irritation,  but  upon  this  being  removed  the  glands, 
instead  of  subsiding,  continue  to  increase.  In  most  cases, 
however,  no  such  source  of  irritation  is  discoverable. 
1 he  glands  which  are  especially  prone  to  this  disease,  are 
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the  cervical,  the  suhmaxillary,  the  axillary,  the  inguinal, 
the  hronchial  and  mediastinal,  and  the  abdominal  glands. 
Usually  only  a single  gland  or  a single  group  of  glands  is 
affected ; sometimes,  however,  the  growth  is  moi-e  general. 
As  the  glands  enlarge,  they  gradually  unite,  so  that 
ultimately  they  may  form  very  large  lobulated  tumours. 
The  lymphatic  structures  in  the  intestine  may  in  the 
same  way  become  enlarged,  and  project  so  as  to  form 
polypi.  The  enlargement  of  the  spleen  in  agire,  is  also 
probahl}'  of  the  same  nature.  The  lymphomata  occa- 
sionally, however,  exhibit  malignant  properties.  This  is 
especially  the  case  in  those  richly  cellular,  soft,  rapidly 
growing  forms  which  are  sometimes  met  with.  Such 
growths  may  infiltrate  the  surrounding  strnctnres  even 
more  rapidly  than  the  most  infective  cancer,  although 
they  rarely  infect  distant  pai-ts.  They  are  sometimes  met 
with  in  the  cervical  glands,  hut  more  frequently  in  the 
mediastinum,  where  they  invade  one  or  both  lungs,  and 
constitute  the  most  common  form  of  mediastinal  tumour 
(“  Thoracic  Cancer).” 

In  the  condition  known  as  “ Hodgkin’s  Disease,”  and 
in  Leukmmia,  these  lymphomatous  growths  are  met  with 
in  various  parts  of  the  body. 

Hodgkin’s  disease. 

This  disease  is  characterised  by  the  enlargement  of  the 
lymphatic  glands  in  various  parts  of  the  body,  together 
with  the  development  of  lymphatic  growths  in  internal 
organs,  especially  in  the  sj^leen  and  liver.  The  new 
growths  are  often  known  as  lyviplmdenoma.  They  are 
precisely  similar  histologically  to  lymphoma. 

The  disease  was  formerly  described  by  Hodgkin,  Bright, 
Wilks,  and  Trousseau,  and  was  called,  after  the  first-named 
of  these  observers,  “Hodgkin’s  Disease.”  Trousseau  desig- 
nated it  “ Adenie.”  It  is  also  known  as  “ Anasmia  Lym- 
phatica.”  Recently  its  characteristics  have  been  more 
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fully  determined  by  MM.  Cornil  and  Ranvier,  and  by 
Dr.s.  Murcbison*  and  Sanderson,  to  whose  descriptions 
the  reader  is  referred  for  more  complete  information  re- 
specting it. 

Hi.stologically,  the  new  growths  are  precisely  similar  to 
those  of  leuka3mia.  The  disease  differs  essentially,  how- 
ever, from  leukmmia  in  this  respect,  that  the  new  forma- 
tion of  lymphatic  tissue  is  not  associated  with  any  notable 
increase  in  the  number  of  the  white  corpuscles  in  the 
blood. 

The  lymiohatic  glands  are  usually  the  earliest  scats  of 
the  new  growth,  and  here  it  differs  in  no  respect  his- 
tologically from  the  13'mphomata,  At  first  it  may  be 
limited  to  a single  group  of  glands ; subsequently,  how- 
ever, the  process  becomes  more  general,  and  the  glands 
throughout  the  whole  body  may  be  more  or  less  involved. 
The  glands  as  they  increase  in  size  gradually  become 
confluent  so  as  to  form  large  lobulated  tumours,  and  the 
new  growth,  which  takes  place  in  the  earlier  stages  within 
their  capsules,  often  ultimately  extends  so  as  to  infiltrate 
the  surrounding  structures. 

This  new  growth  of  l3'mi:ihatic  tissue,  which  commences 
in  and  often  extends  beyond  the  confines  of  the  lymifiiatic 
glands,  is  ultimately  followed  by  the  formation  of  lym- 
phatic growths  in  various  internal  organs,  but  more  es- 
pecially in  the  spleen  and  liver.  In  the  spleen,  the  Mal- 
pighian corpuscles  become  enlarged  and  form  greyish- 
white  nodules  and  masses.  The  kidneys,  lungs,  stomach, 
muscle,  bones,  and  subcutaneous  tissue  may  all  become 
involved,  the  new  growths  occurring  either  as  nodules  of 
various  sizes  scattered  through  the  organs,  or  in  a more 
infiltrated  form,  like  many  of  those  met  with  in  leu- 
kmmia. 

In  their  physical  characters  the  new  growths  vary. 


• “Trails.  Pat)i.  Soc.  Loud.,”  vols.  xx.  and  xxi. 
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They  are  sometimes  of  a greyisli-white  colour  and  of  a 
soft  brain-like  consistence,  yielding  a milky -juice  which  is 
rich  in  cellular  elements  precisely  resembling  leucocytes. 
In  other  cases  they  are  ninch  firmer  in  consistence,  and 
they  may  be  as  bard  as  an  indurated  lymphatic  gland. 
These  differences  depend  upon  the  relative  proportions  of 
the  cells  and  stroma.  They  have  but  little  tendency  to 
undergo  retrogressive  changes. 


LEUK.UMIA. 

This  disease,  like  Hodgkin’s  disease,  is  characterised 
by  the  development  of  lymphomatous  tissue  in  various 
organs,  but  especially  in  the  spleen.  The  growth  of  this 
new  tissue,  however,  is  associated  with  a lai-ge  increase  in 
the  number  of  the  white  corpuscles  in  the  blood.  It  is 
this  alteration  in  the  blood  which  gives  leukajmia  its  dis- 
tinctive characters — hence  its  name.  The  disease  will  be 
considered  subsequently,  when  treating  of  “ Diseases  of 
the  Blood.” 


CHAPTER  XX. 


THE  TAPILLOMATA. 

The  Papillomata  are  new  formations  resemljling  in  struc- 
ture ordinary  pa2)illa3,  and  like  these  they  grow  from 
cutaneous,  mucous,  or  serous  surfaces. 

Structure. — They  consist  of  a basis  of,  often  richly 
cellular,  connective  tissue,  supporting  blood-vessels,  which 


Fig.  40. 


rn/illlornn.  Showiijg  a siuglo  ciil;irg(!il  impilla.  (hiudJluiscL.) 

terminate  in  a capillary  network  or  in  a single  capillary 
loop,  the  whole  being  enveloped  in  a covering  of  epithe- 
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liiira  (Fig.  40).  The  epithelial  covering  varies  iu  charac- 
ter in  different  growths.  In  those  of  the  skin,  it  is  often 
very  abundant,  and  the  superficial  layers  are  hard  and 
stratified,  forming  a dense  firm  covering.  In  those 
originating  from  mucous  surfaces,  the  epithelium  forms  a 
thinner  investment,  and  is  of  a much  softer  consistence ; 
whilst  in  those  growing  from  serous  membranes  it  often 
constitutes  only  a single  layer. 

The  growth  may  be  simple — consisting  merely  of  en- 
larged papillm,  as  in  a common  wai-t ; or  it  may  be  more 
complex,  the  papilho  being  very  numerous,  and  giving  off 
secondary  and  tertiary  offsets.  If  the  investing  epithe- 
lium be  very  abundant,  it  may  so  enclose  the  whole  mass 
as  to  give  to  it  a more  or  less  regular  outline.  More 
commonly,  however,  this  is  not  the  case,  and  the  epithe- 
lium not  being  sufficient  to  fill  up  the  spaces  between  the 
pajjilliE,  the  growth  presents  a branched,  villous,  or  cauli- 
flower appearance.  The  blood-vessels  are  often  very 
numerous,  and  are  sometimes  dilated  and  tortuous. 

Develoi’IIENT. — The  papillomata  always  originate  from 
the  skin,  from  mucous,  or  from  serous  membranes.  They 
most  frequently  grow  from  pre-existing  papillm ; some- 
times, however,  they  occur  where  no  papillae  exist,  spring- 
ing directly  from  the  sub- epithelial  connective  tissue  : — 
this  is  the  case  in  the  stomach  and  lai-ynx.  Their  growth 
is  usually  slow.  The  individual  tumours  rarely  attain  a 
very  large  size,  the  larger  forms  being  for  the  most  part 
constituted  of  several  smaller  growths. 

SECOND-e-RY  Changes. — Of  these,  ulceration  and  hemor- 
rhage are  the  most  fi-equent.  They  occur  especially  in 
those  growths  which  originate  from  mucous  surfaces. 
The  hemorrhage  is  often  very  abundant,  and  may  even 
endanger  life.  This  is  not  unfrequently  the  case  in  the 
papillary  growths  of  the  bladder  and  intestine. 

Varieties. — The  varieties  of  papillary  tumours  depend 
principally  upon  their  seat.  Those  growing  from  the 
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skin  include  warts  and  horny  yrowths.  AVarts  are  firm, 
have  a dense  epithelial  covering,  and  are  less  prone  to 
ulceration  and  htemorrhage  than  those  growing  upon 
other  parts.  Horny  growths  appear  usually  to  originate 
in  the  sebaceous  follicles  by  a continuous  jiroliferation  of 
their  epithelium.  The  epithelium,  together  with  the 
sebaceous  secretion,  forms  a projecting  horn,  which  in- 
creases by  growth  at  its  base.  Such  formations  hardly 
come  within  the  definition  of  paj^illoma.  Larger  and 
more  vascular  papillary  tumours  may,  however,  occur  on 
cutaneous  surfaces — such  are  the  condyloviata  and  vene- 
real luarts  met  with  around  the  anus  and  uj)on  the 
external  male  and  female  genital  organs  as  the  result  of 
irritating  secretions. 

The  papillomata  of  mucous  membranes  are  softer  and 
more  vascular  than  the  preceding,  they  have  a less  dense 
epithelial  covering,  and  are  more  prone  to  ulceration  and 
hmmorrhage.  Many  of  them  come  within  the  category 
of  miicous  polypi.  They  are  met  with  on  the  tongue,  in 
the  larynx  and  nose,  on  the  gastro-intestinal  mucous 
membrane,  on  the  cervix  uteri,  and  in  the  bladder.  In 
the  bladder  and  intestine  they  are  often  exceedingly 
vascular,  and  give  rise  to  profuse  hmmorrhage.  Here 
they  are  not  unfrequently  confounded  with  viUous  epi- 
thelioma. 

Papillomata  of  serous  membranes  never  form  distinct 
tumours.  They  are  met  with  most  frequently  as  small 
outgrowths  from  the  synovial  membrane  in  chronic 
diseases  of  joints. 

Clinical  Ciiaiiacters. — Clinically,  the  papillomata  are 
innocent  growths.  They  may,  however,  prove  fatal  from 
continuous  ulceration  and  hmmorrhage : this  is  especially 
the  case,  as  already  mentioned,  in  pajiilloma  of  the 
bladder  and  intestine.  In  these  situations  they  are  easily 
mistaken  for  epithelioma  ; the  symptoms  of  both  are  very 
similar,  and  it  is  often  only  after  death  that  they  can  be 
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iJistinguislied.  In  the  papillomata  the  eiDithelium  is  homo- 
logous,being  situated  only  upon  the  surface  of  thepaiDillte, 
and  in  no  case  growing  within  their  connective  tissue 
basis.  In  the  epitheliomata,  on  the  other  hand,  it  is 
heterologous,  and  is  met  with  at  the  base  of  the  tumour 
in  the  subjacent  connective  tissue.  (See  Fig.  52.)  A 
growth  which  is  primarily  a simple  papilloma  may  subse- 
quently become  an  epithelioma.  (See  “ Epithelioma.”) 


CHAPTER  XXI. 


THE  A D E N 0 il  A T A. 

The  Adenomata — or  as  they  are  more  commonly  called, 
ijlandnlar  tumours — are  new  formations  of  gland-tissue. 

Stkucture. — In  structure  the  adenomata  resemble  the 
racemose  or  tubular  glands.  They  consist  of  numerous 
small  saccules  or  tubes  lined  with  squamous  or  cylin- 
drical eiuthelial  cells.  These  are  grouped  together,  being 
merely  separated  by  a small,  though  varying,  amount  of 
connective  tissue,  in  which  are  contained  the  blood- 
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vessels.  (Fig.  II.)  Many  new  growths,  however,  contain 
a large  amount  of  this  gland-tissue  which  are  not  strictly 
adenomata.  All  growths  originating  in  glandular  organs 
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may  be  associated  with  more  or  less  glandular  structui'e. 
In  the  mamma,  for  example,  sarcoma,  myxoma,  and  other 
forms  of  tumour,  are  often  so  intermingled  with  the 
gland-tissue  of  the  organ  that  it  becomes  difficult  to  say 
which  is  the  predominant  structure.  In  many  cases  it  is 
evident  that  the  develoi^ment  of  such  tumours  is  accom- 
panied by  an  increase  of  the  gland-tissue  amongst  which 
they  grow.  Thus  are  produced  mixed  forms — adeno-sar- 
comuta,  adeno-myxoma,  &c. 

Development. — The  adenomata  always  originate  from 
pre-existing  gland-structures,  of  which  they  are  simply 
local  hyperplasias.  Their  growth,  which  is  usually  slow, 
takes  place  by  the  development  of  diverticula  from  the 
saccules  or  tubules  of  the  gland,  and  by  a jjroliferation  of 
the  enclosed  epithelium.  The  new  growth  may  remain 
in  intimate  relation  with  the  adjacent  gland,  or  it  may 
ultimately  become  separated  from  it  by  a fibrous  capsule. 

Seco.n'dary  CifANGES. — The  most  frequent  of  these  is 
fatty  degeneration  of  the  epithelium,  which  may  give  rise 
to  the  formation  of  small  caseous  masses  in  the  growth. 
Dilatation  of  the  saccules  and  tubules  so  as  to  form  cysts, 
and  mucoid  softening,  are  also  common. 

Varieties. — Adenoma  of  Mamma. — In  the  mammary 
gland  two  varieties  of  adenoma  must  be  distinguished, — 
one,  in  which  there  is  a general  hyperplasia  of  the 
whole  gland ; the  other,  in  which  the  process  is  limited 
to  smaller  or  larger  groups  of  lobules.  The  former  con- 
stitutes hypertrophy  of  the  mamma,  the  latter  is  the 
chronic  mammary  or  adenoid  tumour.  Pirre  adenoma  of 
the  mamma  is  not  common.  Many  tumours  in  this 
situation  described  as  adenomata  are  sarcomatous,  fibrous, 
or  myxomatous  growths  in  which  is  contained  a varying 
amount  of  gland-tissue.  The  distinction  between  such 
growths  and  pure  adenoma  is  often  difficult.  The  adeno- 
mata are  either  superficially  or  deeply  seated  in  the 
gland,  from  which  they  are  usually  separated  by  a loose 
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fibrous  capsule.  They  are  commonly  round  or  oval  in 
shape,  lobular,  and  of  a hard  elastic  consistence.  On 
section  they  often  present  a lobulated  appearance,  their 
racemose  structure  being  sometimes  visible  to  the  naked 
eye. 

Adeno-Sarcoma  and  Adeno-Fihroma  of  Mamma. — These 
are  more  common  than  pure  adenoma.  In  them  the  con- 
nective tissue  between  the  acini  of  the  gland  undergoes 
active  changes,  and  forms  a fibro-cellular,  spindle-celled, 
or  round-celled  stnicture,  amongst  which  the  acini  are 

Fig.  42. 


Adcho- Fibroma  of  iMawnia, — Showing  new  growth  of 
gliLiitl-stmcturo  uiiii  of  connective  tissue,  x lOU;  reduced 

embedded.  (Fig.  42.)  In  many  cases  it  is  difficult  to 
determine  whether  the  glandular  structure  i.s  really  in- 
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creased  in  amount,  whilst  in  others  it  is  so  abundant 
that  such  is  evidently  the  case.  These  tumours  form 
lobulated  masses  of  a firm  consistence.  They  grow 
slowly,  and  rarely  ulcerate.  In  most  cases  they  contain 
cysts.  Many  of  these  are  lined  with  cylindrical  epithe- 
lium and  are  formed  by  the  dilatation  of  the  ducts  of 
the  gland;  others  appear  to  originate  from  localised 
softenings  of  the  tissue.  These  cysts  are  usually  very 
numerous,  and  they  often  attain  a large  size.  They  are 
frequently  seen  much  iiattened  so  as  to  present  the 
appearance  of  fissures  running  amongst  the  growth. 
In  other  cases  they  are  more  or  less  comjjletely  filled  by 
masses  of  the  trimour  which  have  grown  into  their  in- 
terior. 'JTiis  formation  of  cysts  in  these  tumours  has 
given  rise  to  the  terms  cydic-sarcoma,  cystic- culcnoma,  &c. 

AiloMina  of  Mucous  Membranes.  — The  glandular 
structures  of  mucoiis  membrane  are  also  common  seats 
of  adenoid  growths.  In  the  nose,  the  pharynx,  the 
stomach,  the  intestines,  the  vagina  and  uterus,  these 
growths  are  sometimes  met  with.  In  course  of  time 
they  usually  gradually  project  above  the  surface  of  the 
membrane  so  as  to  form  a polypus,  and  thus  constitute 
one  of  the  forms  of  mucotis  polypi.  In  consistence  they 
are  soft  and  somewhat  gelatinous,  and  often  present  a 
semi-translucent  appearance.  Their  surface  resembles 
in  colour  the  surrounding  mucous  membrane.  The  for- 
mation in  them  of  cysts,  by  the  dilatation  of  their 
tubules,  is  exceedingly  frequent : the  cysts  usually  con- 
tain a soft  mucoid  substance. 

Clinical  Cuaracteiis. — Clinically,  the  adenomata  are 
perfectly  innocent ; they  are,  however,  very  liable  to  be 
confounded  with  growths  possessing  malignant  proper- 
ties. A tumour,  also,  which  is  primarily  a simple 
adenoma,  may  subsequently  become  cancerous.  The 
anatomical  distinction  between  cancer  of  a gland  in  its 
earlier  stages  and  a simple  glandular  tumour  is.  often 
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exceedingly  difEcnlt,  especially  in  the  mamma.  In  cancer 
the  gro-ndh  appears  to  commence  by  a proliferation  of  the 
epithelium  within  the  diicts  of  the  gland,  and  as  the 
epithelium  only  subsecprently  becomes  heteroplastic,  the 
determination  of  the  natui'e  of  the  tirmonr  in  this  stage 
is  necessarily  attended  wth  considerable  difficulty.  This 
will  be  again  alluded  to  when  sjiealciug  of  cancer.  (See 
" Structure  of  Carcinoma.’')  In  sarcomatous  tumours, 
again,  originating  in  the  connective  tissue  of  a gland, 
the  ducts  of  the  gland  filled  with  epithelium,  are  often 
seen  embedded  in  the  new  growth,  and  thus  the  appear- 
ance of  adenoma  may  be  closely  simulated. 


CHAPTER  XXII. 


THE  CARCINOMATA. 

The  Carcinomata,  or  Cancers,  are  new  formations  con- 
sisting of  cells  of  an  epithelial  type,  without  any  inter- 
cellular substance,  grouped  together  irregularly  within 
the  alveoli  of  a more  or  less  dense  fibroid  stroma. 

The  term  “ cancer"  has  been  so  commonly  applied  inde- 
finitely to  any  growth  possessing  malignant  properties, 
that  “ cancerous"  and  “ malignant"  have  come  to  be  re- 
garded by  many  as  synonymous  terms.  It  is  important, 
however,  clearly  to  distinguish  between  them.  A cancer 
is  a growth  possessing  the  above-named  definite  striic- 
ture ; a malignant  growth,  on  the  other  hand,  is  one 
which,  independently  of  its  structure,  tends  to  reproduce 
itself  in  adjacent  or  distant  tissues.  (See  “ Malignancy.”) 
“ Cancerous,”  is  an  anatomical  term  ; “ malignant,”  is  a 
clinical  one. 

The  Cancers  include  the  four  following  varieties  — 
Scirrhus,  Encephaloid,  Colloid,  and  Epithelioma.  Of 
these,  the  first  three  possess  the  same  general  characters, 
although  they  present  certain  structural  and  clinical 
diflferences  which  serve  to  distinguish  them.  Epithelioma 
constitutes  a more  distinct  variety.  It  will  be  well  in 
the  first  place  to  describe  the  characters  common  to  the 
larger  and  more  important  group,  and  then  those  which 
are  peculiar  to  its  individual  members.  E23ithehoma 
will  be  considered  subsequently. 

Stkuctuee. — In  structure,  scirrhus,  encephaloid,  and 
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colloid  cancer  so  far  resemble  one  another,  that  they  all 
consist  of  cells  of  an  epithelial  type,  without  any  inter- 
cellular substance,  grouped  together  irregularly  within 
the  alveoli  of  a fibroid  stroma.  (See  Fig.  4G.)  Although 
there  is  no  distinct  intercellular  sirbstauce,  a certain 
amount  of  lieprid  exists  between  the  cells.  It  is  this 
liquid  which  exudes  from  the  freshly-cut  surface  of  the 
cancer,  and  the  number  of  cells  which  it  contains  give  to 
it  a milky  appearance. 

The  cells  are  characterised  Ijy  their  large  size,  by  the 
diversity  of  their  forms,  and  by  the  magnitude  and  pro- 
minence of  their  nuclei  and  nucleoli.  (Fig.  43.)  In  size 


Fig.  43. 


CifUs  from  a Scirrhus  of  the  Maminn.  x 250. 

they  vary  from  to inch  in  diameter;  the 
majority  being  ab  jut  five  times  as  large  as  a red  blood- 
corpuscle.  They  are  round,  oval,  fusiform,  caudate,  jioly- 
gonal— exhibiting,  in  short,  every  diversity  of  outline. 
These  variations  in  form  an>  princi]mlly  owing  to  the 
mutual  pressure  to  which  in  their  growth  they  are  sulu 
jected.  'Ihe  nuclei,  which  are  largo  anil  prominent,  are 
round  or  oval  in  shape,  and  contain  one  or  more  bright 
nucleoli.  T’he  nuclei  are,  perhaps,  most  fre(|ucntly  single  ; 
two,  however,  are  frequently  met  with,  and  iu  the  softer 
and  more  rapidly  growing  cancers  tlu^y  may  be  much 
more  numerous.  The  cells  rapidly  undergo  retrogressive 
changes,  hence  they  usually  cimtain  molecular  fat.  They 
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are  many  of  them  exceedingly  destructible,  so  that  some- 
times more  free  nuclei  than  cells  are  visible.  Cells  precisely 
similar  to  these  are  met  with  in  other  morbid  growths, 
and  also  in  the  normal  tissues.  There  is  thus  no  sj^ecijic 
“ cancer-cell.”  It  is  the  general  character  of  the  cells, 
together  with  their  mode  of  distribution  in  the  meshes  of 
a fibroid  stroma,  that  determines  the  nature  of  the  growth 
to  which  they  belong.  The  appearance  presented  by 
these  colls  grouped  within  the  alveoli  of  the  cancer  some-, 
times  closely  simulates,  in  the  earlier  stages  of  growth,! 
that  of  simple  adenoma.  (See  Fig.  4d.)  In  adenoma, 
however,  the  cells  resemble  the  epithelium  of  the  gland ; 
they  are  smaller,  and  less  irregular  in  size  and  shape, 
and  less  closely  packed  than  those  of  carcinoma.  In 
many  cases,  indeed,  they  form  merely  a single  layer 
lining  the  walls  pf  the  acini. 

The  stroma  varies  considerably  in  amount,  being  much 
more  abundant  in  some  varieties  of  cancer  than  in  others. 
It  consists  of  a more  or  less  distinctly  fibrillated  tissue, 
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T/i(i  Alveolar  Stroma  from  a.  Scirr/iiis  of  the 
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arranged  so  as  to  form  alveoli  of  various  forms  and  sizes, 
within  which  the  cells  are  grouped.  (Fig.  44.)  These 
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alveoli  communicate  with  one  another  so  as  to  form  a 
continuous  cavernous  system.  'I'he  characters  of  the 
stroma  vary  with  the  rapidity  of  its  growth  : — if  this  is 
rapid,  it  will  contain  some  round  and  spindle-shaped 
cells  (see  Fig.  48) ; if,  on  the  other  hand,  it  is  slow  or  has 
altogether  ceased,  the  tissue  will  contain  hut  few  cells, 
and  will  he  denser  and  more  Hhrous  in  character.  The 
latter  is  the  condition  in  which  it  is  most  commonly  met 
with. 

Within  the  sti’oma  arc  contained  the  hlood-vesseh. 
These  are  often  very  numerous,  and  form  a close  net- 
work. They  are  limited  to  the  stroma,  and  only  in  very 
exceptional  cases  do  they  encroach  iipon  the  alveoli.* 
'I'his  distrihution  of  the  hlood-vessels  is  important  as  dis- 
tinguishing the  cancers  from  the  sarcomata.  In  the 
latter,  the  vessels  are  not  supported  hy  a stroma  hut 
ramify  amongst  the  cells  of  the  growth;  hence  the  facility 
with  which  these  tumours  become  generally  disseminated. 

In  addition  to  the  hlood-vessels  the  cancers  also  possess 
lymphatics.  These  accompany  the  hlood-vessels,  and,  as 
has  hcen  shown  hy  MM.  Cornil  and  llauvier,  comnn;- 
uicate  with  the  alveoli.  This  explains  the  great  tendency 
of  cancer  to  infect  the  lymphatic  glands. 

Developmext. — 'I’lie  cpiestion  of  the  genesis  of  cancer 
involves  that  of  the  genesis  of  epithelium  generally.  It 
is  maintained  hy  many  Histologists  that  epithelium  can 
only  originate  from  epithelium,  and  that  the  strata  of 
cells  set  aside  in  the  emhryo  i'or  the  ])roduction  of  the 
epithelial  tissues  is  the  soiu’ce  from  which  all  epithelium 
is  sul)sc(piently  derivcsl.  Others  admit  that  epithelium 
may  also  originate  from  connective  tissue.  (See  “ Develop- 


* In  soft  rapidly  p-owiiif;  oancers  tlie  blood-ves.sols  have  occa- 
sionally been  observed  to  project  as  tufts  into  the  alveoli.  Hoc  ea.se 
reportial  by  Mr.  Marcus  Dock  and  Mr.  Aruolt,  “Traus.  i’atli.  Soc. 
Loud.,”  p.  ‘221. 
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ment  of  the  Now  Formations.”)  A like  difference  of 
opinion  exists  as  to  the  source  of  the  epithelioid  cells  of 
cancer.  By  many — as  Waldeyer,  Thiersch,  and  Billroth 
— they  are  regarded  as  originating  only  from  pre-existing 
epithelium.  Others — amongst 'whom  are  Virchow,  Liicke, 
Riudileisch,  and  Klehs — maintain  that  they  may  also  be 
derived  from  cells  belouging  to  the  connective  tissne. 

The  ditliculty  of  determining  the  genesis  of  cancer,  is 
partly  owing  to  the  fact  that  it  so  frequently  originates 
in  structures  where  epithelium  is  normally  abundant,  as 
in  the  mamma,  skin,  and  alimentary  canal ; and  that  this 
normal  epithelium  is  always,  from  the  earliest  stage  of 
the  growth,  the  seat  of  active  proliferation.  In  cancer  of 
the  mamma,  for  example,  the  first  change  often  observable 
is  an  accumulation  of  epithelium  within  the  ducts  of 
the  gland,  a condition  very  similar  to  that  already  de- 
scribed as  occurring  in  the  development  of  an  ordinary 
glandular  tumour.  (See  “ Adenoma.”)  Soon,  however,  the 
epithelium  alters  its  characters.  The  cells  become  larger 
and  more  irregular  in  shape,  and  their  nuclei  are  more 
prominent.  The  epithelium  is  then  found  outside  the 
ducts,  amongst  the  inter-  and  peri-glandular  connective 
tissue,  which  is  also  in  a state  of  active  proliferation,  and 
is  infiltrated  with  small  round  cells.  The  outline  of  the 
ducts  ultimately  becomes  completely  annihilated,  and  the 
epithelioid  cells  are  seen  in  alveoli  formed  of  a fibroid 
tissue.  The  question  arises  as  to  whether  the  epithelioid 
cells,  which  constitute  the  ultimate  cancerous  growth, 
originated  from  the  epithelium  normally  existing  within 
the  ducts  of  the  gland,  which  in  the  process  of  develop- 
ment has  extended  beyond  the  ducts  into  the  surrounding 
tissue ; or  whether  they  originated  in  the  connective 
tissue — the  proliferation  of  the  glandular  e2hthehum 
being  merely  a secondary  i^rocess,  and  resulting  from  the 
irritation  of  the  inter-glandular  growth. 

In  those  rare  cases  in  which  cancer  occurs  primarily  in 
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situations  whei'e  no  epithelium  normally  exists,  as  in  the 
medulla  of  hone  and  in  lymphatic  glands,  it  is  difficult  to 
maintain  an  epithelial  origin.  It  must  he  admitted,  how- 
ever, that  the  tendcnc}'  which  is  exhibited  hy  the  cells  of 
cancerous  growths  to  maintain  the  type  of  the  epithelial 
structures  in  the  vicinity  of  which  they  grow,  is  greatly 
in  favour  of  the  view  that  they  are  derived  from  the  epi- 
thelium. In  cancers  situated  near  the  critaneous  surfaces, 
for  example,  the  cells  are  usually  of  the  srpiamous  type, 
whereas  in  those  growing  in  connection  with  the  glands  of 
mucous  memhranes,  they  more  commonly  reseiuhle  the 
epithelium  of  the  gland.  It  must  he  home  in  mind,  also, 
that  the  characters  of  young  epithelium  are  hj'  no  means 
well  defined.  It  is  impossible  to  draw  a line  of  demarca- 
tion between  young  epithelial  cells,  and  the  small  round 
cells  which  are  so  numerous  in  the  growing  stroma  of  the 
cancer.  It  would  appear  to  he  quite  in  accordance  with 
our  pi’esent  state  of  knowledge  to  admit  the  probability 
of  two  different  modes  of  origin  of  the  epithelioid  cells 
in  cancer — one  from  eijithelium,  and  the  other  from 
connective  tissue ; in  the  former  case  the  cells  being  more 
strictly  epithelial,  such  as  are  met  with  in  epithelioma ; 
in  the  latter,  the  epithelial  characters  being  less  marked, 
as  in  many  forms  of  enceiihaloid  and  scirrhus. 

Epithelium  and  cells  belonging  to  connective  tissue  are 
not  the  only  elements,  however’,  from  which  the  cells  of 
cancer  may  originate.  Allusion  has  already  been  made 
to  the  researches  of  Dr.  Creighton  which  show  that  in 
secondary  cancers  of  the  liver,  the  elements  of  the  cancer 
originate  directly  from  the  liver-cells  by  a process  of  va- 
cuolation  and  endogenous  growth.  (See  “ Development  of 
New  Formations.”)  It  is  probable  that,  in  the  same  way, 
the  cells  of  other  tissues  will  be  found  capable  of  ori- 
ginating cancer. 

The  stroma  of  cancer  is  partly  a new  growth,  andpai’tly 
the  pre-existing  connective  tissue  of  the  part  in  which 
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the  cancer  originates.  It  is  probably  in  the  main  a new 
formation,  and  the  pathology  of  its  development  will  vary 
with  that  of  the  origin  of  the  epithelial  elements  of  the 
cancer.  If  the  latter  originate  from  epithelium,  the 
.stroma  may  he  regarded  as  the  result  of  the  irritation  of 
the  connective  tissue  by  the  infiltrating  epithehal  cells. 
If,  on  the  other  hand,  the  epithelial  elements  originate 
from  connective  tissue,  the  stroma  must  he  regarded  as 
a portion  of  the  ]>roduct  of  the  connective  tissue  hyper- 
plasia. 

The  cancers  in  their  growth  very  rarely  become  encap- 
suled,  but  gradually  infiltrate  the  surrounding  structures. 
This  process  of  infiltration  is  very  characteristic,  and  is 
more  mai-ked  in  cancer  than  in  any  of  the  malignant 
growths.  The  epithelioid  elements  are  seen  infiltrating 
the  tissues  for  some  distance  around  the  confines  of  the 
tumour,  so  that  there  is  no  line  of  demarcation  between 
it  and  the  normal  structures. 

Secondary  Changes. — The  most  important  of  these  is 
fatty  degeneration.  This  always  occurs  to  a greater  or 
less  extent  in  all  the  varieties  of  cancer.  The  more  rapid 
the  growth,  the  earlier  does  this  retrogressive  change  take 
place,  and  the  greater  is  its  extent ; hence  it  is  usually 
most  marked  in  enceiDhaloid.  It  j^roduces  softening  of 
the  growth,  which  is  often  reduced  to  a pulpy  cream-like 
consistence.  Caseation,  pigmentation,  mucoid  and  col- 
loid degeneration  may  also  occur.  Calcification  is  very 
rarely  met  with. 

Varietfes. — The  term  “ cancer”  was  so  vaguely  applied 
by  the  older  pathologists — nearly  all  malignant  forma- 
tions being  included  under  this  head — that  considerable 
confusion  has  resulted  in  the  classification  of  cancerous 
growths.  Peculiarities  in  situation,  structure,  and  ajJ- 
pearance  have  given  rise  to  special  names,  hence  the 
terms — “osteoid,”  “ clwndroid,”  “cystic,”  “ villous,”  and. 
“ hcematoid”  cancer.  A cancer  containing  large  quantities 
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of  pigment  was  described  as  a distinct  variety,  under  the 
name  of  melanoiic  cancer.  Melanotic  cancer,  however, 
is  comparatively  rare.  The  majority  of  tumours  which 
are  thus  designated  are  in  reality  sarcomata.  (See  “ Me- 
lanotic Sarcoma.”) 

The  most  convenient  classification,  and  that  which  is 
now  generally  adojdcil,  divides  the  cancers  into  four 
groups: — scin'lious,  fibrous,  ov  chronic,  cancer;  encepha- 
loid,  medullanj,  or  acute  cancer;  coUoul  or  gelatiniform 
cancer;  and  epithelioma  or  cancroid.  This  division  is 
based  principally  upon  the  relative  proportion  of  the 
sti'oma,  and  upon  the  type  of  the  epithelial  elements. 

SCmUIIOUS  CAXCER. 

Scirrhous,  fibrous,  or  chronic  cancer  is  characterised  by 
the  large  amount  of  its  stroma  and  by  the  chronicity  of 
its  growth.  The  slowness  in  the  development  of  scirrhus 
probably  accounts  in  great  measure  for  the  pecirliarities 
in  its  stnrcture  and  physical  characters. 

The  epithelial  growth,  although  at  first  it  may  be 
luxuriant,  quickly  subsides.  The  elements  soon  atrophy 
and  undergo  retrogressive  changes.  They  are  most 

Fig.  to. 


.Sdrrhii.i  of  llir.  Mrimmii. — A thin  section 
from  the  ino.st  external  purtiuns  of  the  tu- 
mour, showing  the  small-celled  infiltration 
(“  indiffermit  ” tissue)  of  the  muscular  libn'S 
and  adipose  tissue  iu  the  ueighbourhood  of 
the  gland,  x 2U(J. 
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abundant  in  tlie  external  portions  of  tbe  tumour,  where 
growth  is  taking  jilace ; in  the  central  jDortions  they  may 


Fig.  4G. 


Scirrhiis  of  the  ^^(lmma. — A portion  of  the 
f.unionr  soiuGwlmt  intoni.il  to  that  reprosen tod 
in  Fig.  45,  allowing  the  cliaractoristic  alveo- 
lar structure  of  the  cancer,  x 200. 

he  almost  entirely  wanting.  The  accompanying  figures 
(Figs.  45  and  40)  show  the  appearances  presented  by 
scirrhus  of  the  mamma  in  the  earlier  stages  of  its  de- 
velopment. 

The  degeneration  of  the  epithelioid  elements  is  pro- 
bably owing  to  the  excessive  growth  of  the  stroma,  and 
to  the  subsequent  induration  and  contraction  which  it 
undergoes.  It  quickly  assumes  the  characters  of  cica- 
tricial tissue,  and  becomes  hard  and  indurated.  This 
causes  obstruction  and  obliteration  of  the  blood-vessels 
which  it  contains,  and  it  is  probably  to  this  interference 
with  the  vascular  supply  that  the  aiuest  in  the  develop- 
ment of  the  cancer  is  owing.  The  whole  of  the  central 
portions  of  the  growth  may  thus  ultimately  consist 
simply  of  dense  fibroid  tissue  amongst  which  are 
contained  atrophied  epithelioid-cells  and  fatty  debris 
(Fig.  47),  the  periphery  being  the  only  part  where  the 
epithelial  structure  is  visible.  The  amount  of  atrophy 
and  contraction  varies  considerably  in  different  cases. 

d’he  iihysical  characters  of  scirrhus  are  in  the  same 
way  due  to  the  abundance  of  its  stroma.  The  growth  is 
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Hrm  and  hard,  and  it  is  often  depressed  in  the  centre, 
owina;  to  the  contraction  of  the  fibroid  tissue  ; this  is  very 
characteristic  of  scirrhus  of  the  breast,  where  it  causes 

Fig.  47. 


Scirrhus  at' the  — A soot, ion  from  tlie 

more  c(mtral  portions  of  tliu  tnmonr,  showing 
the  atroplij'  of  the  c))itlu'lioi(l  oolls,  tlio  dimi- 
nution in  tlie  sizo  of  Iho  iilveoli,  llio  fibroid 
tissue,  and  tho  fatty  debris,  a,  earlier  stage  ; 
b,  more  advanced,  x 2U0. 

puckering  of  the  superjacent  structures.  Ou  section  the 
tumour  presents  a greyish-white  ghsteuiug  surface,  some- 
times intersected  with  fibrous  bauds.  The  more  external 
are  less  firm  than  the  central  portions  of  the  growth,  and 
yield  on  scraping,  a juice  which  is  rich  in  nucleated  cells, 
free  nuclei,  and  granules. 

Scirrhus  is  most  commonly  met  with  in  the  female 
breast,  and  in  the  alimentary  canal — especially  in  the 
pylorus,  oesophagus,  and  rectum.  It  also  occurs  in  the 
skin.  It  is  usually  a primary  tumour,  whilst  the  secon- 
dary growths  to  which  it  gives  rise  arc  commonly  euce- 
phaloid. 

KX'CEI'IIXLOID  CANCER. 

Encephaloul,  nmlallary,  or  acuto  cancer,  is  very  closely 
allied  to  the  preceding,  from  which  it  dill'ers  merely  in 
tho  greater  rapidity  of  its  growth,  and  the  consequent 
small  amount  of  its  stroma,  and  the  softness  of  its  con- 
sistence. lincephaloid  and  scirrhus  cannot  be  regarded 
as  in  any  way  constituting  distinct  varieties  of  cancer. 
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There  arc  all  intermediate  stages  between  them,  and  the 
flifferences  in  the  rapidity  of  their  growth,  and  conse- 
quently in  their  structure  and  23hysical  characters,  con- 
stitute their  only  distinctive  features. 

The  ejiithelial  growth  in  encephaloid  is  rajjid  and 
abundant,  and  the  cells  qirickly  undergo  fatty  degenera- 
tion, so  that  often  more  free  nuclei  than  cells  are  visible. 
The  projiortion  of  stroma  is  very  small,  and  owing  to  the 
r.'ij^idity  of  its  growth,  it  is  much  less  fibrous  than 
that  of  scirrlius,  and  does  not  undergo  a similar  cicatri- 
cial contraction.  (Fig.  48.)  The  blood-vessels  are  very 

Fig.  48. 


Encephaloid  Cancer.  From  a secondary  cancer 
of  the  liver.  Showing  the  large  size  of  the  alveoli 
and  the  thinness  of  their  walls.  In  the  latter 
small  cells  are  visible.  The  large  epithelioid  cells 
are  commencing  to  undergo  fatty  metamorphosis. 

X 200. 

abundant,  and  the  tissue  supjioi-ting  them  being  soft  and 
non-resistant,  hEemorrhage  readily  takes  jDlace. 

Encephaloid  cancer  is  of  a soft  brain-like  consistence, 
the  central  portions,  where  fatty  degeneration  is  most 
advanced,  often  being  comjiletely  diffluent.  The  tumour 
is  often  more  or  less  lobulated.  On  section,  it  presents  a 
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white  pulpy  mass,  much  reserahliug  brain-substance, 
which  is  often  irregularly  staiued  with  extravasatcd  Ijlood. 

Encephaloid  is  most  frequently  met  with  in  internal 
organs,  as  a seco?/cZ«ry  growth.  It  also  sometimes  occurs 
primarily,  in  the  articular  ends  of  bones,  iu  the  eye,  in 
the  testis,  and  in  other  parts.  Many  growths  formerly 
described  as  encephaloid  cancer,  are  soft  sarcomata.  (See 
“Round-celled  Sarcoma.’’) 

COLLOID  CANCER. 

The  growths  described  under  the  name  of  colluhl, 
alveolar,  or  gclatiniform  cancer,  although  sometimes  re- 
garded as  constituting  a distinct  variety  of  caucer,  are 
simply  one  of  the  preceding  forms  which  have  undergone 
a mucoid  or  coUoid  change.  T’he  frequency  with  which 
nou-cancerous  growths  which  have  undergone  these 
forms  of  degeneration  have  been  confounded  with  colloid 
cancer  has  already  been  alluded  to.  (See  “ Colloid  De- 
generation.”) 

The  alveolar  stnicture  in  colloid  cancers  is  very  marked. 
The  alveoli  have  very  thin  walls  ; they  are  large,  distinct, 
and  more  or  less  spherical  in  shape.  This  largo  size  and 
distinctness  of  the  alveoli  is  owing  to  their  distension 
with  the  softened  substance.  Within  them  is  contained 
the  gelatinous  colloid  matei-ial,  which  is  a glistening, 
translucent,  colourless,  or  yellowish  substance,  of  the  con- 
sistence of  thin  mucilage  or  size-gelatin.  In  the  main  it  is 
perfectly  structureless  ; within  it,  however,  arc  embedded 
a varying  number  of  epithelioid  cells,  which  also  contain 
the  same  gelatinous  sirbstance.  (Rig.  4-9.)  These  cells 
present  a peculiar  appearance : — they  are  large  and 
spherical  in  shape,  and  are  distended  with  drops  of  the 
same  gelatinous  material  as  that  iu  which  they  are 
embedded.  (See  Fig.  49.)  Many  of  them  disjilay  a 
lamellar  surface,  their  boundary  being  marked  by  con- 
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centric  lines.  It  would  appear  that  the  colloid  change 
commences  in  the  cells,  which  become  gradually  de- 

Eig.  49. 


Colloid  C'nitcer.  Showing  tho  largo  alvooli,  within  which  is  con- 
tained tlio  gelatinous  colloid  material,  x 300.  (Rindlleisch.) 

stroyed  in  the  2:irocess.  In  other  cases  the  cells,  with 
the  exception  of  slight  fatty  metamorphosis,  are  but 
little  affected,  and  the  substance  distending  the  alveoli 
is  more  viscid  and  mucoid  in  character.  This  is  due  to 
a mucoid  degeneration  of  the  intercellular  substance, 
rather  than  to  a colloid  change  commencing  in  the  cells. 
(See  “ Mucoid  Degeneration.”) 

Colloid  cancer  is  most  frequently  met'mth  in  the 
stomach,  in  the  intestine,  in  the  omentum,  and  in  the 
peritoneum. 

EPITHELIOMA. 

E^nthelioma,  cancroid,  or  epithelial  cancer,  must  be  re- 
garded as  constituting  a much  more  distinct  variety  of 
cancer  than  either  of  the  preceding.  It  cbffers  from  these 
in  always  growing  in  connection  with  a cutaneous  or 
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mucous  surface,  and  iu  its  epithelial  elements  closely  re- 
sembling the  squamous  variety  of  epithelium. 

The  cells  of  epithehoma  are  iu  the  main  indistinguish- 
able from  those  met  with  on  the  cirtaneous  surfaces,  and 
on  the  mucous  membrane  of  the  mouth.  They  vary  in 
size  from  to  ysuo  of  an  inch  in  diameter,  the  average 
being  They  contain  usually  a single  nucleus;  fre- 

quently, however,  the  nuclei  are  multiple.  (Fig.  50.) 


Fig.  50. 


Cells  from  mi  KpUkelioma  of  the  Lip.  x 250. 

They  are  often  considerably  flattened  and  distorted  in 
shape  owing  to  the  pressure  to  which  in  their  growth 
they  are  subjected,  hut  they  never  jiresent  those  nume- 
rous varieties  in  outline  which  are  met  with  in  the  other 
varieties  of  cancer,  neither  do  they  exhibit  the  same 
marked  tendency  to  undergo  fatty  degeneration.  The 
arrangement  of  the.se  cells  is  peculiar  .—some  of  them 
are  situated  in  irregular  tubular-shaped  lobules ; others 
are  less  regularly  grouped  in  masses  of  various  sizes 
amongst  the  meshes  of  a stroma.  As  the  cells  increase 
m number  they  tend  to  become  arranged  concentrically 
in  groups  so  as  to  form  globular  masses.  These  masses 
are  the  “ concentric  r/lohes,”  or  “ epithelial  wesls,”  which 
are  so  commonly  met  with  wherever  siiuamous  epithelium 
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is  undergoing  rapid  growth,  and  are  so  especially  charac- 
teristic of  epithelioma.  As  the  epithelium  multiplies, 
the  peripheral  layers  of  cells  become  flattened  by  iiressure 
against  the  surrouniling  structures,  whilst  those  in  the 
centre  remain  more  or  less  spherical  in  shape  like  those 
of  the  deeper  layers  of  the  epidermis.  (Fig.  51.)  The 
cells  may  be  so  closely  packed  as  ultimately  to  become 

' Fio.  51. 


hard  and  dry  like  those  of  the  nails  and  hair,  and  the 
globes  are  then  of  a brownish-yellow  colour  and  of  a Arm 
consistence.  These  globes  are  often  large  enough  to  be 
readily  visible  to  the  naked  eye,  and  owing  to  the  arrange- 
ment of  the  epidermic  scales,  they  usually  present  a 
fibrous  appearance. 


EjHthulioma  of  the.  Lip.  .Showing  tlio  concentric  globes 
of  epithelial  cells,  x 100. 
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The  stroma  presents  every  variation  between  raj^idly 
growing  embryonic,  and  an  incompletely  fibrillated  tissue. 
It  may  be  tolerably  abundant,  or  almost  entirely  wanting. 
It  rarely  forms  such  a marked  alveolar  structure  as  that 
which  characterises  the  other  varieties  of  cancer,  but 
usually  consists  simply  of  a small-celled  infiltration  sur- 
rounding the  ei^ithelial  elements,  which  may  ultimately 
become  developed  into  a more  or  less  completely  fibril- 
lated tissire.  (Fig.  5d.) 

With  regard  to  the  development  of  epithelioma — there 
can  be  no  doubt  that  its  epithelial  elements  are  derived 
from  the  epithelium  of  the  skin  or  mucous  membranes, 
or  from  that  of  the  glands  which  are  situated  in  these 
tissues.  The  growth  commences  by  a proliferation  of  this 
epithelium,  which  as  it  increases  becomes  holerolotjous, 
ertending  beyond  the  normal  limits  into  the  subjacent 
connective  tissue,  and  even  into  mirscle,  bone,  and  other 
structures  (Fig.  52);  and  it  is  in  this  hetcrologoais  develop- 
ment of  epithelium  which  is  the  essential  characteristic 
of  epithelioma.  This  extension  of  the  epithelium  into 
the  subjacent  connective  tissue  produces  in  the  latter  an 
irritative  growth,  and  thus  the  groups  of  epithelial  ele- 
ments are  always  surrounded  by  a small-colled  (“  indif- 
ferent”) tissue,  the  small-celled  growth  preceding  the 
epithelial  invasion.  (Fig.  52.) 

Ei)ithelioma  u.sually  presents  itself  in  the  first  jdace 
either  as  a small  foul  ulcer  with  indurated  edges,  or  as  a 
subcutaneous  induration  or  nodule  which  subsequently 
ulcerates.  The  surface  of  the  ulcer  is  frequently  jiajiil- 
lated  and  villous,  owing  to  the  irregular  growth  of  the 
corium.  The  tumour  itself  is  firm  in  consistence,  often 
more  or  less  friable,  and  on  section  jiresimts  a greyish- 
white  granular  surface,  sometimes  intersected  with  lines 
of  fibrous  tissue.  The  cut-surface  yields  on  pressure  a 
small  quantity  of  turbid  liquid,  and  in  many  cases  also 
a peculiar,  thick,  crumbling,  curdy  material  can  be  ex- 
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pressed,  wliicli  often  comes  out  in  a worm-like  shape  like 
the  sebaceous  matter  from  the  glands  of  the  skin.  This 


Fig.  52. 


Epithelioma  of  the  Toiif/ne.  A tliin  vortic.il  section,  stow- 
ing tlio  excessive  epithelial  growth  upon  the  surf.icc  of  the 
papillifi,  and  the  extension  of  the  epithelial  (dements  into 
the  subjacent  connective  tissue.  The.  sub-epithelial  tissue 
is  infiltrated  with  small  (“indifferent”)  celts,  amongst 
which  are  seen  the  epithelial  elements  both  single  and  form- 
ing concentric  globes,  x lUO. 
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latter  is  very  characteristic.  It  is  composed  of  ei^ithelial 
scales,  and  on  being  mixed  with  water  it  does  not  diffuse 
itself  like  the  juice  of  other  cancers,  hut  se23arates  into 
minute  visible  jDarticles.  If  it  is  very  abundant,  the 
cancer  is  soft  and  friable,  and  the  material  can  be  seen 
in  the  cut-surface  as  small  scattered  opaque  dots. 

Epithelioma  has  its  primary  seat  in  the  immediate 
vicinity  of  the  cutaneous  or  mucous  surfaces ; and  it 
appears  in  many  cases  to  owe  its  origin  to  some  external 
source  of  irritation.  It  is  most  frequently  met  with  in 
the  lower  lip  at  the  junction  of  the  skin  and  mucous 
membrane,  on  the  tongue,  jDreimce,  scrotum  (“  chimney- 
sweep’s cancer”),  labia,  eyehds,  cheeks,  and  in  the  uterus 
and  bladder.  As  it  extends  it  may  involve  any  tissue — 
lymphatic  glands,  muscle,  hone,  and  tendon  may  he  alike 
imj:)licated.  It  very  rarely  occurs  in  internal  organs. 

Ctilindricnl  Epithelioma. — This  term  has  been  applied 
to  those  forms  of  ejiithelioma  which  grow  from  mucous 
membranes  with  columnar  (cylindrical)  eq)itheliura,as  from 
those  of  the  stomach  and  intestines.  In  these  tumours  the 
epithelial  elements  are  similar  to  those  of  the  mucous 
membrane  from  which  they  grow.  They  are  cylindrical 
in  shape,  and  are  often  arranged  on  the  walls  of  the 
alveoli  in  a manner  jirecisely  analogous  to  that  of  the 
columnar  epithelium  on  the  mucous  surface.  There  is 
rarely  a formation  of  concentric  globes,  and  the  growths 
are  of  a soft,  and  often  gelatinous  consistence.  The  dis- 
tinction between  these  and  simjde  adenomata  is  often 
exceedingly  tlifficult. 


Clinic, vL  Cii.^racters  of  the  Cancers. — In  speak- 
ing of  the  clinical  characters  of  the  cancers,  it  is  im- 
portant in  the  first  jilace  to  make  a distinction  between 
epithelioma  and  the  other  varieties.  Ejuthelioma,  as 
far  as  its  malignancy  is  concerned,  occiqhes  a very 
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inferior  position  to  scirrhus,  enceplialoid,  and  colloid. 
These  latter  varieties  of  cancer  possess  in  the  highest  de- 
gree malignant  proi^erties.  They  extend  locally,  invading 
indiscriminately  the  tissues  amongst  which  they  grow, 
and  reproduce  themselves  in  the  lymphatic  glands  and  in 
internal  organs.  In  the  process  of  dissemination,  however, 
they  present  some  peculiarities  which  distinguish  them 
from  growths  which  are  sometimes  eqtially  malignant — 
viz.,  the  sarcomata.  The  cancers  are  characterised  by 
their  great  tendency  to  reproduce  themselves  in  the 
ueighbouriug  lymphatic  glands.  This  implication  of  the 
lymphatics  is  much  more  marked  than  in  the  sarcomata, 
in  which  it  but  comparatively  rarely  occurs,  and  this  is 
probably  owing  to  the  communication  of  the  lymphatic 
vessels  with  the  alveolar  sjjaces  of  the  cancerous  growth. 
The  general  dissemination  in  internal  organs,  on  the  other 
hand,  is  often  effected  much  less  readily  in  cancer  than  in 
sarcoma,  and  the  course  of  the  former  is  therefore  some- 
times more  protracted  than  that  of  the  latter.  This 
difference  is  explained  by  the  difference  in  the  distribution 
of  their  blood-vessels  : — in  cancer,  these  are  contained  in 
the  stroma  and  very  rarely  come  into  contact  with  the 
cells  of  the  growth;  whereas,  in  the  sarcomata,  they 
ramify  amongst  the  cells,  and  their  walls  being  composed 
of  thin  embryonic  tissue  like  that  of  the  growth  which, 
they  supply,  dissemination  through  the  medium  of  the 
blood  is  rapidly  and  readily  effected.  In  cancer,  the  lymph 
being  so  important  a medium  of  infection,  the  reproduction 
of  the  growths  in  internal  organs  may  be  considerably 
delayed ; the  progress  of  the  disease  becomes  arrested  by 
the  lymphatic  glands,  and  its  further  dissemination  is 
often  only  effected  after  these  have  become  very  generally 
and  extensively  involved. 

With  regard  to  the  difference  in  the  clinical  charac- 
ters of  these  three  varieties  of  cancer — the  dissemination 
of  encephaloid  takes  place  much  more  rapidly  than  that 
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of  scirrhus  owing  fo  the  greater  rapidity  of  its  growth, 
its  greater  vascularity,  and  the  greater  activity  of  its 
ei^ithelial  elements.  Colloid  is  somewhat  inferior  in  the 
degree  of  its  malignancy  to  both  scirrhus  and  cucepha- 
loid. 

Epithelioma  is  of  all  the  cancers  much  the  least  malig- 
nant. It  extends  locally,  and  may  affect  the  neighbour- 
ing lymphatics,  but  it  comparatively  rarely  reproduces 
itself  in  internal  organs.  This  is  probably  owing  to  the 
size  and  character  of  its  epithelial  elements,  which  render 
them  much  less  liable  to  be  transmitted  by  the  Idood  and 
lymph-streams  than  are  the  cells  of  the  other  varieties  of 
cancer. 

In  all  the  varieties  of  cancer  there  is  a tendency  for  the 
secondary  growths  to  repeat  the  characters  of  the  primary 
one.  This  is  most  marked  in  epithelioma.  This,  in  repro- 
ducing itself,  invariably  maintains  its  primary  characters. 
In  scirrhus,  the  secondary  growths  in  internal  organs  are 
usually  more  rapidly  developed  than  the  primary  tu- 
mour ; they  are  consequently  softer  and  more  vascular, 
and  in  accordance  with  the  distinction  which  has  been 
made  between  scirrhus  and  eucephaloid,  they  must  bo 
regarded  as  belonging  to  the  latter  variety  of  cancer. 
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THE  MYOMATA,  NEUEOMATA,  AND  ANGIOMATA. 

THE  MYOMATA. 

The  myomata  are  tumours  consisting  of  muscular  tissue. 
A new  formation  of  muscle  has  been  already  described 
as  being  frequently  associated  with  the  ordinary  process 
of  hypertrophy,  both  of  striated  and  of  non-striated 
muscle — a simple  hyperplasia  of  the  elements  of  the 
muscle  accompanying  the  increase  in  their  size.  (See 
“ Hypertrophy.”) 

Stkuctujie.” -The  myomata  consist  either  of  striated  or 
of  non-striated  muscle.  The  former  are  exceedingly  rare, 
only  two  or  three  examples  having  been  recorded,  and 
these  were  congenital. 

The  myomata  of  non-striated  muscle  consist,  like  the 
physiological  tissue,  of  elongated  spindle  cells  with  rod- 
shaped nuclei,  more  or  less  isolated  or  grouped  into  fas- 
ciculi of  various  sizes,  with  a varying  quantity  of  con- 
nective tissue.  The  connective  tissue  is  often  exceedingly 
abundant,  especially  in  old  tumours,  so  much  so,  that 
these  growths  in  the  uterus — where  they  most  frequently 
occur — have  commonly  been  known  as  “fibroid"  tumours. 
The  muscular  elements  either  jjresent  a more  or  less 
regular  arrangement,  or  pass  in  all  directions  through 
the  tumour.  The  blood-vessels,  which  are  usually  not 
numerous,  are  distributed  in  the  connective  tissue. 

Development. — The  myomata  probably  always  origi- 
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nate  from  muscle,  they  are  therefore  hoiuologous  growths. 
'Fhcy  may  form  distinctly  circumscribed  tumours  sur- 
rounded by  a fibrous  capsule,  or  constitute  ill-defiue<l 
irregular  masses  in  the  midst  of  the  muscular  tissue  in 
which  they  grow.  They  not  infrequently  become  pedun- 
culated and  form  j^oljq^i,  especially  in  the  uterus. 

Secoxdaiiy  Ciiaa'ges. — Of  these,  the  most  frequent  is 
calcification.  Ilauuorrhage,  mucoid  softening,  and  the 
formation  of  cysts,  are  also  occasionally  met  with. 

iMj'omata  are  most  frequently  met  with  in  the  uterus. 
They  may  also  occur  in  the  prostate,  in  the  oesophagus, 
and  in  the  stomach  and  intestines. 

Myoma  of  Uterus. — The  uterus  is  by  far  the  most  fre- 
quent seat  of  m3-omata,  and  here  they  constitute  the  so- 
called  “uterine  fibroid.”  In  many  of  these  muscidar 
tumours  of  the  uterus  there  is  a large  proportion  of 
connective  tissue — hence  the  term  “fibroid.”  This  is 
especially  the  case  in  older  growths.  Those  newly  deve- 
loped, however,  consist  almost  entirely  of  true  muscular 
tissue.  They  either  form  firm  hard  masses,  imbedded  in 
the  uterine  walls,  or  project  into  the  uterine  or  abdominal 
cavities.  When  projecting  into  the  uterus  they  consti- 
tute a common  form  of  uteidne  pol^qnis.  d’heso  tumours 
are  often  multiple.  Their  growth  is  slow.  The  older 
ones  arc  liable  to  become  calcified.  They  also  sometimes 
undergo  mucoid  softening  which  gives  rise  to  the  forma- 
tion of  C}'st.s  in  the  tumour. 

(,'li.vical  (Jiiakacter.s. — Clinically,  the  myomata  are 
perfectly  innocent. 


THE  NEUKO.MATA. 

The  neuromata  are  tumours  consisting  almost  entirely 
of  nerve-tissue.  The  term  “ neuroma  ” has  been  applied 
to  many  growths  found  in  connection  with  nerves  : — 
fibrous  and  gummy  tumours  gi'owiug  within  the  nerve- 
sheath,  and  many  myomata,  have  been  included  under 
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this  head.  True  neuroma,  however,  is  rarely  met  with, 
and  is  amongst  the  least  frequent  of  all  the  new  forma- 
tions. 

Structure. — The  neuromata  most  commonly  consist 
of  ordinary  medullated  nerve-fibres;  they  therefore  re- 
semble in  structure  the  cerebro-spinal  nerves,  from  which 
they  most  frequently  grow.  Virchow  has  also  described, 
as  exceedingly  rare  formations,  tumours  composed  of 
non-medullated  fibres,  and  of  ganglionic  nerve-tissue. 

Development. — The  neuromata  always  originate  from 
pre-existing  nerve-tissue, — ’either  from  the  cranial  or  from 
the  spinal  nerves.  Their  growth  is  slow,  they  rarely 
attain  a large  size,  but  usually  exist  as  small  single 
nodules. 

The  most  frequent  seat  of  these  growths  is  the  extremi- 
ties of  divided  nerves,  where  they  are  sometimes  found 
after  amputations.  They  exist,  in  this  situation,  as  sphe- 
rical or  elongated  enlargements  of  the  divided  extremity 
of  the  nerve ; and  they  are  usually  intimately  connected 
with  the  cicatricial  tissne  of  the  stump,  from  which  they 
can  only  with  difficulty  be  isolated.  They  may  also  occur 
in  the  course  of  the  nerves  in  any  situation,  either  as 
single  or  multiple  nodules. 

Clinical  Characters. — Clinically,  the  neuromata  are 
perfectly  innocent  tumours.  They  always  cause  con- 
siderable pain. 


the  angiomata. 

The  angiomata,  or  vascular  tumours,  are  tumours  con- 
sisting of  blood-vessels  held  together  by  a small  amount 
of  connective  tissue.  They  include  the  various  forms  of 
naevi,  the  erectile  tumours,  and  aneurism  by  anastomosis. 
They  may  be  divided  into  two  classes — the  simple  angio- 
mata, in  which  the  new  vessels  resemble  normal  arteries, 
veins,  or  capillaries ; and  the  cavernous  angiomata,  in 
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which  the  blood  circulates  in  a cavernous  structure  similar 
to  that  of  the  corpus  caveruosum  penis. 

Simple  Amgiomata. — These  include  the  various  forms 
of  lUEvi,  and  telangiectasis.  They  consist  of  tortuous  and 
dilated  blood-vessels,  held  together  by  a small  quantity 
of  connective  and  adipose  tissue.  The  vessels  are  most 
of  them  of  new  formation ; some,  however,  may  be  the 
original  vessels  of  the  part  which  have  become  conside- 
rably enlarged.  They  most  commonly  partake  of  the 
nature  of  capillaries,  but  in  other  cases  the  arterial  or 
venous  characters  predominate.  These  gi-owths  are ' 
usually  small,  superficial,  shghtly  elevated  masses ; 
although  they  sometimes  form  larger  tumours.  Their 
colour  is  red,  violet,  or  purple,  according  to  the  character 
of  the  blood  which  they  contain.  The  first  named  is 
much  the  most  frequent. 

Gaveiinous  Angiomata. — These  include  the  venous 
vascular  tumours,  erectile  tumours,  and  aneurism  by 
anastomosis.  They  consist  of  an  erectile  cavernous 
tissue,  closely  resembling  that  of  the  corpus  caveruosum 
penis.  The  growth  is  made  up  of  irregular  fibrous 
alveoli,  which  communicate  freely  with  one  another,  and 
are  lined  with  an  endothelium  similar  to  that  of  the  veins. 
These  spaces  are  distended  with  blood,  usually  venous, 
which  is  supplied  to  them  by  numerous  tortuous  vessels, 
and  circulates  in  them  with  varying  degrees  of  rapidity. 
These  growths  are  commonly  of  a bluish  colour.  They 
may  be  diffuse,  or  form  distinctly  circumscribed  tumours. 
They  often  exhibit  distinct  pulsation.  Their  favourite 
seat  is  the  skin  and  subcutaneous  tissue.  They  may 
also  occur  in  the  orbit,  in  muscle,  and  in  the  liver,  spleen, 
and  kidneys. 
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CYSTS. 

I\  addition  to  the  new  growths  already  described,  there 
is  a large  class  of  formations,  many  of  which  cannot  he 
regarded  as  “ tumours”  in  the  strict  application  of  this 
term.  These  are  the  cysts  or  cystic  tumours. 

A cyst  is  a cavity  containing  hquid  or  pultaceoiis 
material,  which  is  separated  from  the  surrounding  struc- 
tures by  a more  or  ^ess  distinct  capsule.  It  may  he  a 
new  formation,  or  a pre-e.xisting  structure  which  has 
become  distended  by  its  own  secretion,  or  by  extrava- 
sation into  it.  The  former,  only,  comes  within  the 
category  of  new  growths,  although,  for  the  sake  of  con- 
venience, it  will  be  advisable  to  consider  them  both  under 
one  head. 

There  are  thus  two  principal  modes  by  which  cysts 
originate — one,  the  most  frequent,  by  the  gradual  accu- 
mulation of  substances  within  the  cavities  of  pre-existing 
structures,  which  are,  for  the  most  part,  products  of  their 
own  formation,  being  in  some  cases  a secretion,  and  in 
others  a cell-growth ; the  other,  by  the  independent  for- 
mation of  a cyst  in  the  tissues. 

The  accumulation  of  secretions  and  of  other  2'>rodiicts 
within  pre-existing  cavities,  may  be  effected  in  the  three 
following  ways : — 

1st.  By  the  retention  of  the  normal  secretion  owing  to 
the  closure  of  the  excretory  ducts — as  so  often  occurs  in 
sebaceous  glands. 
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2nd.  By  excessive  secretion,  the  cavity  being  unpro- 
vided with  an  excretory  duct — as  in  the  formation  of  a 
bursa? . 

3rd.  By  the  extravasation  of  blood  into  the  cavity — as 
in  hajmatocele. 

The  independent  formation  of  a cyst  may  take  2?lace — 

1st.  By  the  softening  and  liquefaction  of  the  tissires  in 
some  particular  part,  owing  to  mucoid  or  fatty  changes. 
The  tissues  around  the  softened  matters  become  con- 
densed, and  ultimately  form  a kind  of  cyst-wall. 

2nd.  By  the  enlargement  and  fusion  of  the  spaces  in 
connective  tissue,  and  the  accumulation  of  fluids  within 
them.  The  surrounding  tissue  becomes  condensed,  and 
forms  a cyst-wall ; and  this  may,  in  some  cases,  become 
lined  with  secreting  cells. 

3rd.  By  the  formation  of  a cyst-wall  around  foreign 
bodies,  parasites,  or  exti’avasated  blood. 

Structure. — The  wall  of  the  cyst  will  vary  in  its 
nature  according  as  it  is  a pre-existing  or  a newly-formed 
tissue.  In  the  former  case,  it  mil  possess  an  ejhthelial 
lining  which  will  present  the  same  characters  as  that  of 
the  gland,  serous  membrane,  or  other  structure,  from 
which  the  cyst  originated.  If  the  cyst  is  a new  growth, 
it  rarely  possesses  an  epithelial  lining,  but  consists  simply 
of  a fibrous  cajjsule.  The  cyst-wall  is  sometimes  firmly 
connected  with  the  adjacent  joarts,  so  that  it  can  only 
with  difficulty  be  separated ; in  other  cases,  the  union  is 
much  less  intimate.  Instead  of  being  a distinct  structure, 
it  may  be  simply  the  surrounding  tissue  which  has  become 
dense  and  fibrous  in  character. 

The  contents  of  cysts  are  very  various,  and  may  serve 
as  a basis  for  their  classification.  In  the  retention-cysts, 
they  will  vary  with  the  nature  of  the  normal  secretion — 
serum,  sebaceous  matter,  saliva,  milk,  seminal  fluid,  and 
other  substances  are  thus  found  in  these  cysts,  more  or 
less  altered  in  character  from  being  retained  in  a closed 
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cavity.  In  tlie  exudation-cysts,  serum  is  the  most  fre- 
quent constituent ; and  in  extravasation-cysts,  blood.  In 
those  cysts  which  originate  from  the  softening  and  break- 
ing down  of  tissue,  the  contents  are  the  products  of  retro- 
gressive tissue-metamorphosis,  and  usually  consist  largely 
of  mucin,  fatty  matters,  and  serum. 

Secondaky  CII.\^’GES. — These  may  take  place  in  the  wall 
of  the  cyst,  or  in  its  contents.  The  cyst-wall  itself  may 
become  the  seat  of  new  growths,  and  produce  secondary 
cysts,  villous,  glandular,  and  other  structures  : — this 
occurs  in  many  compound  ovarian  cysts.  It  may  also 
be  the  seat  of  an  inflammatory  process,  which  terminates 
in  suppuration  and  granulation,  and  by  this  means  the 
cyst  frequently  becomes  obliterated,  its  contents  being 
either  absorbed  or  discharged  externally,  and  the  cavity 
closing  by  granulation.  Calciflcation  and  ossification  of 
the  wall  may  also  occur.  The  contents  of  cysts  undergo 
various  changes,  owing  to  their  retention  in  a closed 
cavity.  The  secretions  become  altered  in  character, 
thickened  and  viscid.  Ej^ithelial  elements  undergo  fatty 
changes,  and  so  give  rise  to  cholesterin  crystals.  Cal- 
ciflcation of  the  contents  is  also  common. 

Cysts  may  be  sitnjila  or  com-pound.  A simple  cyst 
consists  of  a single  loculus.  A compound  or  multilocular 
cyst  is  one  consisting  of  numerous  loculi,  which  either 
communicate  with  one  another,  or  remain  isolated.  Ano- 
ther variety  of  compound  cyst,  consists  of  a cyst  with 
endogenous  growths,  the  larger  cyst  having  others  grow- 
ing from  its  walls.  A compound  cyst  may  become  a 
simple  one  by  the  destruction  of  its  walls. 

Cysts  are  frequently  associated  with  other  gi-owths, 
hence  the  terms — “ cystic-sarcoma,”  “ cystic-cancer,”  &c. 
It  is  especially  in  those  growths  which  originate  in  glan- 
dular structures,  as  in  the  mamma,  testicle,  and  ovary, 
that  this  combination  is  met  with.  The  cystic  develop- 
ment may  almost  entirely  obliterate  the  structure  of  the 
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tumour  in  which  it  takes  place,  so  that  ultimately  the 
latter  becomes  converted  into  a combination  of  cysts.  In 
other  cases  large  portions  of  the  tumour  grow  into  the 
cystic  cavities.  Considerable  difficulty  is  thus  not  unfre- 
quently  caused  in  determining  the  nature  of  the  original 
growth. 

Cl.vssification. — Cysts  may  be  most  conveniently  clas- 
sified according  to  their  mode  of  origin,  thus  : — 

CLASSIFICATION  OF  CYSTS. 

I.  Cijsts  formed  hy  the  accumulation  of  substances 
within  the  cavities  of  prewxistinrj  structures. 

A.  Retextion  Cysts. — Cysts  resulting  from  the  re- 

tention of  normal  secretions.  These  include — 
a.  Sebaceous  Gysts. — These  are  formed  by  the  re- 
tention of  secretions  in  the  sebaceous  glands. 
Such  are  comedones  and  atheromatons  tu- 
mours. 

/3.  Mucous  Cysts. — These  are  formed  by  the  reten- 
tion of  secretions  in  the  glands  of  mucous 
membranes. 

y.  Cysts  from  the  retention  of  secretions  in  other 
liarts,  including — Ranula,  from  occlusion  of 
the  salivary  ducts;  Encysted  Hydrocele,  from 
occlusion  of  the  tubuli  testis ; cysts  in  the 
mammary  gland,  from  obstruction  of  the 
lacteal  ducts ; simple  and  some  compound 
cysts  of  the  ovary,  from  dilatation  of  the 
Graafian  follicles ; and  simple  cysts  of  the 
liver  and  kidneys. 

B.  Exudation  Cysts. — Cysts  resulting  from  exces- 

sive secretion  in  cavities  unprovided  with  an 
excretory  duct.  These  include  Bursm,  Ganglia, 
Hydrocele,  and  many  cysts  in  the  broad  liga- 
ment. 


20-1 


CYSTS. 


C.  Extravasation  Cysts. — Cysts  resulting  from 
extravasation  into  closed  cavities.  These  in- 
clude Hannatocele,  aud  some  other  forms  of 
sangidneous  cysts. 

II.  Cysts  of  indopendeyit  origin. 

A.  Cysts  from  Softening  of  Tissues. — These  are 

especially  common  in  new  formations,  as  in 
euchondroma,  lipoma,  sarcoma,  &c. 

B.  Cysts  from  Expansion  and  Fusion  of  Spaces 

IN  Connective  Tissue. — These  include — 
a.  BurscB,  originating  from  irritation  and  exuda- 
tion into  the  tissues. 

/3.  Serous  cysts  in  the  neclc  (often  congenital). 
y.  Many  compound  ovarian  cysts.* 

C.  Cysts  formed  around  Foreign  Bodies,  Extra- 

vas.ated  Blood,  and  Parasites. 

D.  Congenital  Cysts. — These  include  many  Der- 

moid cysts.  These  appear  often  to  he  the 
remains  of  blighted  ova.  They  contain  fatty 
matters,  hair,  teeth,  bones,  &c. 


* Seo  Dr.  Wilson  Fox,  on  Cystic  Tumours  of  the  Ovary,  “ Med. 
Chir  Soc.  Trans.,”  vol.  xlvii. 
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INFLAMMATION. 

The  morbid  processes  whicb  have  thus  far  been  described 
have  been  mainly  characterised  by  some  alteration  in  the 
normal  nutrition  of  the  histological  elements  ; either  by  a 
diminution  in  their  nutritive  activity — as  in  atrophy 
and  the  degenerations,  or  by  an  increase — as  in  h}'-per- 
trophy  and  the  new  formations.  In  the  process  of 
inflammation  an  alteration  in  nutrition  also  plays  a 
prominent  part,  but  changes  in  the  blood-vessels  and  in 
the  circulation  are  its  essential  and  most  important  con- 
stituents.* 

Inflammation  is  the  succession  of  changes  which  takes 
place  in  a tissue  as  the  result  of  some  kind  of  injurj^, 
provided  that  this  injury  be  insufficient  immediately  to 
destroy  its  vitality.  With  regard  to  the  nature  of  the 
injury — it  may  consist  in  some  direct  iriutation  of  the 
tissue,  either  by  mechanical  or  chemical  agents,  or  by 
substances  conveyed  to  it  by  means  of  the  blood-vessels 
or  lymphatics ; or  in  an  indirect  irritation,  as  in  some 
cases  of  inflammation  of  internal  organs  arising  from  ex- 
posure to  cold.  In  all  cases,  however,  some  injurious 
stimulation  of  the  tissue  precedes  the  occurrence  of  the 
local  changes  which  constitute  the  inflammatory  process. 


• With  regard  to  tlie  general  pathology  of  Inllainmation,  the 
reader  is  espiedally  referred  to  tin!  works  of  Vireliow,  Cohnheim 
Strieker,  and  Ihirdon-Sandersun.  T'lie  most  iUilo  artioli!  by  Profes.sor 
Sanderson,  in  the  fifth  volume  of  “ llolme.s’s  System  of  Surgery  ” 
contains  an  aclniirablo  exposition  of  what  is  known  on  the  subject. 
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The  exact  nature  of  these  changes  has,  for  the  most 
part,  been  ascertained  during  the  past  eight  years,  mainly 
owing  to  the  experimental  researches  of  Professors 
Cohnheim,  Strieker,  and  Bnrdon- Sanderson.  The  method 
of  investigation  has  consisted  in  the  artificial  production 
of  inflammation  in  the  lower  animals,  and  the  obser- 
vation of  the  process  as  thus  induced.  The  process 
comprises — 

1st.  Chanrjes  in  the  hlood-vessds  and  cirmlation. 

2nd.  E.cudation  of  liquor  sanguinis  and  migration  of 
hlood- corpuscles ; and 

3rd.  Alterations  in  the  nutrition  of  the  inflamed  tissue. 

It  will  be  well,  in  the  first  place,  to  consider  each  of 
these  separately,  in  the  order  in  which  they  occur,  and 
subsequently  to  endeavour  to  point  out  how  far  a causal 
relation  exists  between  them. 

I.  Changes  in  the  Blood-vessels  and  Circulation. — 
Changes  in  the  blood-vessels  and  circulation,  resulting  in 
increased  vascularity,  have  ever  been  regarded  as  playing 
a most  imiiortant  part  in  inflammation,  as  upon  them 
principally  depend  those  signs  of  the  process  which  are 
most  obv'ious  during  life.  The  redness,  heat,  and  swell- 
ing, which  are  so  constantly  met  with  in  inflamed  tissues, 
are  in  great  measure  due  to  the  attendant  hyperiemia. 
The  swelling,  however,  is  in  most  cases  dependent  rather 
upon  the  effusion  and  cell-growth  than  ujion  the  over- 
fulness of  the  blood-vessels. 

These  changes  in  the  blood-vessels  and  circulation  are 
essential  constituents  of  inflammation,  both  in  vascular 
and  in  non-vascular  tissues.  In  the  latter,  which  com- 
prise the  cornea  and  cartilage,  they  take  ]ilace  in  the 
adjacent  vessels  from  which  these  tissues  derive  their 
nutritive  supply.  The  nature  of  these  vascular  changes 
has  been  studied  by  the  artificial  production  of  inflamma- 
tion in  transparent  tissues,  in  which  the  circulation  can  be 
readily  observed  : the  web,  mesentery,  and  tongue  of  the 
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frog,  and  the  wing  of  the  bat,  being  most  convenient  for 
this  purpose.  The  phenomena,  as  obsez'ved  in  the  mesen- 
tery of  the  frog,  which  has  been  previously  curarised,  may 
be  thus  briefly  described  : — 

The  first  efl'ect  of  irritation  of  the  mesentery — mere  ex- 
posure to  the  air  being  sufficient  for  the  purpose — is  to 
cause  dilatation  of  the  arteries,  and  after  some  interval, 
a similar  dilatation  of  the  veins  and  capillaries.  The 
dilatation  of  the  arteries  commences  at  once,  and  is  not 
preceded  by  any  contraction.  It  gradually  increases  for 
about  twelve  hours,  and  is  accompanied  also  by  an  in- 
crease in  the  length  of  the  vessels,  so  that  they  become  more 
or  less  tortuorrs.  This  enlargement  of  the  blood-vessels 
is  associated  at  the  commencement  of  the  process  with  an 
acceleration  in  the  flow  of  blood ; this,  however,  is  soon 
followed  by  a considerable  retardation  in  tire  circulation, 
the  vessels  still  remaining  dilated.  These  alterations  in 
the  rapidity  of  the  blood-flow  cannot  be  owing  to  the 
increase  in  the  calibre  of  the  vessels,  which  remain  through- 
out dilated. 

In  his  more  recent  researches  on  inflammation,  Cohn- 
heim  has  shown  that  the  dilatation  of  the  vessels  and  the 
increased  velocity  of  the  blood-current  which  ensue  im- 
mediately after  the  infliction  of  the  injury  are  only  tem- 
porary and  accidental,  and  that  they  are  not  necessarily 
followed  by  the  retardation  of  the  circulation.  They  may 
even,  in  some  cases,  be  followed  by  contraction  befoz'e  the 
permanent  dilatation  commences.  The  dilatation  and  di- 
minished velocity,  on  the  other  hand,  come  on  slowly  and 
are  permanent,  and  these  must  be  regarded  as  the  proper 
vascular  phenomena  of  inflammation.  These  izroper  phe- 
nomena may  be  induced  without  the  previous  occurrence 
of  the  accidental  ones.* 

The  retardation  of  the  circulation  in  the  dilated  ves- 


• “Neue  Uiitursuchungen  iiber  die  Eutziiudung.  ” Cohnhoini,  1873. 
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sels  sometimes  commences  somewliat  suddenly,  and  it  is 
usually  first  observable  in  the  veins.  It  gradually  in- 
creases, until  ultimately  in  some  of  the  capillaries  the 
blood-stream  completely  stagnates.  This  constitutes  the 
condition  known  as  inflammatory  stasis. 

As  the  circulation  becomes  slower,  the  white  blood- 
corpuscles  (leucocytes)  accumulate  in  the  veins.  Their 
natural  tendency  to  adhere  to  the  sides  of  the  vessel  is 
increased,  so  that  they  may  nearly  fill  the  tube.  At  the 
same  time  they  exhibit  active  movements,  by  means  of 
which  they  penetrate  the  walls  of  the  vessels  and  pass 
into  the  surrounding  tissues.  Having  escaped,  they  con- 
tinue to  exhibit  active  movements,  and  they  may  multiply 
by  division.  The  red  corpuscles  also  accumulate,  more 
especially  in  the  capillaries,  and  they  likewise  escape 
through  the  walls  of  these  vessels,  although  in  smaller 
numbers  than  the  white.  The  mesentery  thus  becomes 
so  filled  with  escaj)ed  corpuscles  that  but  little  else  is  to 
be  distinguished.  These  phenomena  will  be  described 
under  the  head  of  “ Exudation  of  Liquor  Sanguinis  and 
Migration  of  Elood-Corpuscles.” 

Stasis. — The  jdienomena  of  stasis  can  be  better  studied 
in  a more  localised  inilammatory  imocess,  such  as  may  be 
produced  by  the  application  of  some  irritating  agent — a 
small  piece  of  nitrate  of  silver,  for  example — to  the 
tongue  of  the  frog.  The  stagnation  of  the  blood  which 
ensues  is  described  by  Cohnheim  in  his  more  I’ecent  re- 
searches, already  alluded  to,  as  being  most  marked  in 
those  capillaries  which  are  situated  in  the  more  central 
portions  of  the  inflamed  area — here  there  is  absolute 
stasis  and  no  emigration  of  corpuscles  takes  place.  Out- 
side this  there  is  an  area  in  which  the  blood  is  circulating 
very  slowly,  and  here  both  red  and  white  corpuscles  pass 
out  of  the  capillaries ; whilst  more  externally  still,  the 
white  corpuscles  only  escape  from  the  veins.  The  central 
area,  which  usually  dies,  is  thus  surrounded  by  an  enor- 
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mous  number  of  red  and  white  corpuscles  ; and  the  red 
corjniscles  wliicli  have  accumulated  in  this  area  are  so 
closely  packed  that  their  outlines  can  scarcely  he  distin- 
guished. 

II.  Exudation  of  Liquok  Sanguinis  and  Migration 
OF  Blood-Corpuscles. — Another  constituent  of  the  in- 
flammatory process  consists  in  the  exudation  of  the  licjuor 
sanguinis  and  the  migration  of  the  blood-corjmscles. 

a.  Migration  of  Blood-Corjmsclcs. — The  migration  of 
the  white  hlood-corjmscles  (leucocytes)  thi'ough  the  walls 
of  the  blood-vessels  was  first  described,  although  very  in- 
completely, by  Dr.  W.  Addison  in  1842.*  This  observer 
stated  as  the  result  of  his  researches,  that  in  inflamma- 
tion these  corpuscles  adhered  to  the  walls  of  the  vessels 
and  passed  through  them  into  the  surrounding  tissues. 
In  1846  Dr.  Augustus  Waller  described  more  fully  the 
same  iihenomenon,  and  from  his  description  there  can  be 
little  doubt  that  he  actually  observed  the  emigration  of  the 
corpuscles.f  Both  these  obseiwers  concluded  that  the 
escaped  blood-corpuscles  became  pus-corpuscles.  Their 
observations,  however,  were  but  httle  thought  of  and  were 
soon  forgotten,  and  it  was  not  until  1867,  when  similar 
investigations  were  instituted  quite  independently  by 
Professor  Cohnheim,  of  Berlin — to  whose  minute  re- 
searches we  must  ascribe,  most  of  our  present  knowledge 
on  this  subject — that  the  emigration  of  blood-corpuscles 
came  to  occupy  an  important  place  in  the  pathology  of 
inflammation.^ 

The  emigration  may  be  observed  in  the  mesenterj^  of 
a frog  which  has  previously  been  paralysed  by  the  sub- 
cutaneous injection  of  curare.  The  changes  in  the 


» “Experimental  and  Practical  Ilcsearches  on  Inflammation  ” 
Tr/ms.  Pror.  Mat.  Asuocinthn,  1S42.  ’ 

t J’hil.  vol.  xxix.  ISKi. 

1 “ Ueber  Entzuudimg  uud  Eiterung,’’  Virchow’s  “ Arcliiv  ’’ 
vol.  xl.  ’ 
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blood-vessels  and  iu  the  circulation,  and  the  accumula- 
tion of  blood-cor]niscles  in  the  have  been  already 

described ; it  remains  only  to  consider  the  jDhenomena  of 
emigration. 

The  white  blood-cori3uscles  (leucocytes)  which  liQ.ve 
accumulated  iu  large  numbers,  esj^ecially  in  the  veins, 
remain  almost  stationary  against  the  walls  of  the  vessel, 
the  blood-current  jiassing  l)y  them,  although  with  much 
diminished  velocity.  Those  immediately  adjacent  to  the 
wall,  gradually  sink  into  it,  and  pass  through  it  into  the 
surrounding  tissue.  In  doing  so  they  may  be  observed 
in  the  various  stages  of  their  jiassage.  At  first  small 
button-shajoed  elevations  are  seen  sjminging  from  the 
outer  wall  of  the  vessel.  These  gradually  increase  until 
they  assume  the  form  of  2)car-shaped  bodies,  which  still 
adhere  by  their  small  ends  to  the  vasculav  wall.  Ulti- 
mately the  small  2‘>edicle  of  2)roto2jlasm  by  which  they  are 
attached  gives  way  and  the  2‘><issage  is  complete,  the  cor- 
2Juscle  remaining  free  outside  the  vessel. 

The  red  corpuscles  at  the  same  time  23ass  out  of  the 
vessels,  but  in  less  considerable  numbers,  and  their  transit 
is  mainly  through  the  walls  of  the  ca23illarles,  in  which 
they  have  more  es2iecially  accumulated.  As  has  already 
been  stated,  in  those  portions  of  the  inflamed  tissue  where 
absolute  stasis  has  occurred,  no  emigration  takes  2dace. 

/3.  Exudation  of  Liquor  Sanguinis. — Associated  with 
the  passage  of  the  blood-cor25uscles  through  the  walls  of 
the  vessels,  is  an  exudation  of  the  liquor  sanguinis.  The 
exuded  liquor  sanguinis — which  constitutes  the  well- 
known  infiammatory  effusion — differs  from  the  liquid 
which  transudes  as  the  result  of  sim2Dle  mechanical 
congestion,  inasmuch  as  it  usually  contains  a larger 
2jroportion  of  albumen  and  fibrinogenous  substance,  a 
proportion  which  increases  with  the  intensity  of  the 
inflammation.  It  also  contains  an  excess  of  23hos2>hates 
and  carbonates. 


INFLA^rMATLON. 


211 


The  most  characteristic  feature  of  inflammatory  effu- 
sion is  the  large  number  of  cell-structures  which  it  con- 
tains. These  are  the  direct  product  of  the  inflamed 
tissue,  and  are  in  no  case  generated  spontaneously  in  the 
effused  liquid.  Most  of  them  are  migrated  blood-cor- 
puscles, others  are  derived  from  the  proliferating  elements 
of  the  tissue.  The  cprautity  and  natui’e  of  the  eft'u.sion 
will  thus  vary  with  the  tissue  inflamed,  and  wflth  the 
severity  o-f  the  inflammatory  process.  In  non-vascnlar 
tissues,  as  cartilage  and  the  cornea,  exudation  can  only 
occur  to  a small  extent  from  the  neighbouring  vessels, 
and  hence  the  effusion  is  small  in  quantity.  In  dense 
organs,  as  the  liver  and  kidney,  owing  to  the  compact- 
ness of  the  structure,  a lai’gc  amount  of  efi'usion  is  im- 
possible, and  what  there  is,  is  so  intermingled  with  the 
structural  elements  of  the  organ  that  it  docs  not  appear 
as  an  independent  material.  In  the  kidney  it  escapes 
into  the  urinary  tubes,  and  so  appears  in  the  urine.  The 
effusion  is  most  abundaut,  and  constitutes  an  important 
visible  constituent  of  the  inflammatory  process,  in  iullani- 
mation  of  those  organs  which  possess  a lax  structure  and 
in  which  the  vessels  are  but  little  supported — as  the  lungs, 
and  in  tissues  which  present  a free  surface — as  mucous 
and  serous  membranes. 

III.  Alterations  in  the  Nutrition  of  the  Inflaaied 
Tis.sue. — The  remaining  constituent  of  the  inflammatory 
process  consists  in  an  alteration  in  the  nutrition  of  the 
elements  of  the  inflamed  tissue.  The  nutritive  changes, 
although  they  may  differ  according  to  the  structure  of  the 
part,  are  all  characterised  by  an  increase  in  the  nutritive 
activity  of  the  cellular  elements. 

The  nature  of  these  nutritive  changes  has  for  the  most 
part  been  ascertained  by  the  investigation  of  tissues  in 
the  lower  animals,  in  which  inflammation  has  been  arti- 
ficially induced.  In  man,  the  study  of  the  iirimary  lesions 
is  difficult,  owing  to  the  fact  that  the  process  can  rarely 
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be  observed  in  its  earlier  stages.  These  changes  will  be 
more  fully  described  when  considering  inflammations  of 
particular  organs  and  tissues  ; it  will  be  sufflcient  in  the 
present  place  merely  to  indicate  their  general  characters. 

The  alteration  in  nutrition,  as  already  stated,  is  cha- 
racterised by  an  exaltation  of  the  nutritive  functions  of 
the  cellular  elements  of  the  tissues  involved  in  the  inflam- 
matory process.  This  is  evidenced  by  an  increase  in  the 
activity  of  those  elements  which  normally  exhibit  active 
movements,  as  the  amoeboid  cells  of  connective  tissue  and 
of  the  cornea.  Cells,  which  under  normal  cirumstances 
undergo  no  alterations  in  form,  and  exhibit  no  active 
movements,  become  active — sending  out  processes,  and 
undergoing  various  alterations  iu  shape.  (Fig.  53.)  This 
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increase  in  the  activity,  aud  variation  in  the  form  of  the 
cells,  is  usually  acoompauied  by  the  growth  of  their  pro- 
toplasm, and  frequently  by  its  division,  and  thus  by  the 
formation  of  new  cells.  In  many  cases  the  protoplasm 
as  it  increases  in  bulk,  becomes  cloudy  and  granular,  so 
much  so  as  frequently  to  completely  obscure  auy  nuclei 
which  it  may  contain.  This  occurs  especially  in  epithehal 
elements,  and  it  constitutes  the  condition  known  as 
“ cloudy  svjelUng.”  It  is  well  seen  in  the  glandular  epi- 
thelium of  the  kidney  in  acute  tubal  nephritis.  (See 
Figs.  87  and  88.) 

This  increased  activity  of  the  cellular  elements  varies 
considerably  iu  different  tissues,  and  even  iu  the  elements 
of  the  same  tissue.  Some  cells  exhibit  active  movements 
and  form  new  cells  much  mOre  readily  than  others. 
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Those  tissues,  for  example,  which  naturally  maintain 
themselves  hy  the  multiplication  of  their  elements,  as  the 
epithelial  tissiies,  become  active  vei'y  readily  in  inflamma- 
tion, very  slight  degrees  of  irritation  being  sufficient  to 
cause  in  them  rapid  cell-proliferation.  This  is  seen  in 
inflammation  of  umcous  membranes,  and  of  the  e2oider- 
mis.  In  tissues,  on  the  other  hand,  whose  elements  nor- 
mally exhibit  no  tendency  to  multiplication,  as  cartilage, 
active  changes  are  much  less  readily  induced,  the  cells 
are  much  more  stable  and  multiply  with  far  less  facility, 
and  if  the  inflammation  is  slight,  they  may  not  midti^My 
at  all  but  sim^ily  become  enlarged  and  undergo  some  altera- 
tion in  form.  Lastly,  in  the  higher  tissues,  the  stability 
of  the  elements  reaches  its  maximum,  and  in  nerve-cells 
no  increase  of  activity  can  be  induced. 

Different  cells  in  the  same  tissue  exhibit  also  different 
degi-ees  of  stability.  In  common  connective  tissue  and 
the  cornea,  for  example,  the  amoeboid  cells  are  the  least 
stable,  and  are  the  first  to  multiply.  Possibly  the  age  of 
the  cells  may  influence  their  tendency  to  become  active, 
the  newer  being  less  stable  than  the  older  elements. 

The  earliest  nutritive  change  is  thus  one  of  cell-growth, 
and  cell-proliferation ; the  subsequent  ones  are  charac- 
terised either  by  impairment  of  nutrition  and  the  degene- 
ration and  death  of  the  newly-formed  elements,  or  by  the 
develo2)ment  of  these  into  a }:)ermanent  tissue.  As  a 
rule  it  may  be  said,  that  the  new  cells  are  less  develojicd 
than  those  from  which  they  originated,  much  more  jirone 
to  undergo  retrogressive  changes,  and  if  they  form  a new 
tissue,  this  is  inferior  in  its  organisation  to  that  of  the 
original  structure.  If  the  inflammatory  jirocess  be  of 
considerable  severity  and  stasis  be  induced  in  a wide  area 
of  the  tissue,  the  nutrition  may  become  comifletely 
arrested  and  gangrene  be  the  ultimate  result.  (See 
“ Causes  of  Gangrene.”)  The  tendency  of  the  new  ele- 
ments to  undergo  progressive  develoi^ment  will  vary  with 
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the  tissue  involved,  and  with  the  intensity  of  the  inflam- 
mation. The  more  intense  the  inflammation,  the  more 
abortive  are  the  young  cells,  and  the  less  is  their  ten- 
dency to  form  a permanent  tissue.  (See  “Acute  and 
( 1 h rouic  Infl animations . ” ) 

In  connective  tissues,  these  changes  in  the  cells  are 
necessarily  accompanied  by  changes  in  the  intercellular 
.substance.  The  latter  are  for  the  most  part  characterised 
l>y  softening.  In  common  connective  tissue,  the  fibres  in 
the  first  place  become  succulent  and  less  distinct,  and 
ultimately  they  are  completely  destroyed ; in  cartilage 
the  matrix  softens  and  liquefies ; in  bone,  the  lime-salts 
are  removed,  the  lamellai  disappear,  and  the  osseous 
structure  becomes  converted  into  medullary  tissue.  Hence 
the  destructive  effects  of  the  inflammatory  process. 

Having  thus  briefly  described  the  succession  of  changes 
which  occurs  in  the  process  of  inflammation,  it  remains 
to  consider  in  what  way  these  result  from  the  injurious 
stimulation  of  the  tissue,  and  how  far  a causal  relation 
subsists  between  them.* 

The  first  appai'eut  change  which  follows  the  irritation 
of  the  tissue,  consists  in  the  dilatation  of  the  blood-vessels 
and  in  an  acceleration  of  the  flow  of  blood.  Ecspecting 
the  cause  of  this  primary  vascular  phenomenon — the 
physiological  investigations  of  Ludwig  and  Loveu  show 
that  a similar  dilatation  of  the  vessels  and  increase  in  the 
activity  of  the  circulation  is  produced  by  the  excitation 
of  a sensory  nerve  in  those  parts  in  which  the  nerve  origi- 
nates. It  was  stated  in  the  previous  edition  of  this 
work  that  the  primary  vascular  phenomena  in  inflamma- 
tion were  probably  in  the  same  way  owing  to  an  injurious 
impression  received  by  the  sensory  nerves  being  reflected 

* The  following  conclusions  are  in  the  main  those  arrived  at  bj- 
Professors  Strieker  and  Burdon-Sanderson. — Holmes's  Si/sh-m  of 
Surgery,  vol.  V. 
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by  the  vaso-motor  centi'e  to  the  vessels.  The  moi'e  recent 
investigations  of  Cohnheim,  however,  which  have  been 
already  quoted,  render  it  necessary  that  this  statement 
should  be  modified.  Cohnheim  produced  precisely  the 
same  phenomena  in  the  tongue  of  the  frog  after  every- 
thing had  been  cut  through  with  the  exception  of  the  lin- 
gual artery  and  vein  ; and  also,  in  another  case,  after  com- 
plete destruction  of  the  brain,  medulla,  and  spinal  cord, 
as  those  which  occur  in  the  intact  animal  ; and  he  con- 
siders that  the  vascular  dilatation  and  accelerated  blood- 
flow  are  due  to  the  direct  influence  of  the  irritating  agent 
upon  the  uhiUh  of  the  hlood-vesseh.  These  experiments 
therefore  appear  to  prove  conclusively  that  the  initial 
injury  of  the  blood-vessels  is  not  ncxessarih/  reflex, 
although  they  do  not  exclude  the  probability  that  it  may  be 
so  under  certain  circumstances,  as,  for  example,  in  the  case 
of  internal  inflammations  arising  from  exposure  to  cold. 

With  regard  to  the  cairse  of  the  retardation  of  the 
blood-stream  which  so  c|uichly  succeeds  its  acceleration, 
and  which  may  ultimately  terminate  in  complete  stasis — 
all  recent  observations  tend  to  show  that  it  likewise  is  due 
to  some  alteration  in  the  iii-operties  of  the  walls  of  the 
blood-vessels  through  which  the  blood  passes,  and  not  to 
changes  in  the  blood  itself.  Profossor  Lister  considers 
that  the  accumulation  of  the  red  corpuscles  in  the  inflamed 
part  and  their  adhesion  to  one  another  and  to  the  walls  of 
the  vessels  is  owing  to  their  natural  tendency  to  cohere 
together  when  in  abnormal  circumstances,  such  as  often 
occurs  after  their  removal  from  the  body ; and  he  says 
that  this  tendency  is  not  greater  in  the  blood  of  inflamed 
tissues  than  in  normal  blood.*  lie  also  finds  that  the 
aggregation  is  as  marked  in  blood  which  has  been  defibri- 
nated.  These  observations  seem  to  point  to  some  altera- 


* “On  the  Early  Stages  of  Inflammation.” — 1‘hilosopli.  Trnns 
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tion  in  the  walls  of  the  vessels  as  the  cause  of  the  stasis, 
and  not  to  any  abnormal  condition  of  the  corpuscles 
themselves.  The  more  recent  investigations  of  Eyneck 
and  Cohnheim  tend  to  contirm  the  same  view.  Ryneck 
has  shown  that  stasis  may  he  produced  in  the  web  of  a 
frog,  in  which  milk  or  defibriuated  blood  has  been  injected 
in  place  of  the  normal  blood ; and  also  that  in  vessels,  the 
vitality  of  which  has  been  destroyed  or  altered  by  the  in- 
jection of  poisonous  metallic  substances,  no  stasis  can  be 
produced.*  Cohnheim  ligatured  the  ear  of  a rabbit  at  its 
base  with  the  exception  of  the  median  artery  and  vein, 
and  emptied  the  vessels  of  their  blood  by  the  injection  of 
a weak  saline  solution.  lie  then  injected  into  the  emptied 
vessels  various  irritating  solutions,  and  era  again  allowing 
the  blood  to  flow  through  the  thus  iuj  ured  vessels  all  the 
phenomena  of  inflammation  ensned.f  These  results  ajj- 
pear  to  be  conclusive,  and  show  that  the  retardation  and 
ultimate  stagnation  of  the  blood-stream  in  inflammation, 
are  owing  to  some  alteration  in  the  vital  properties  of  the 
walls  of  the  blood-vessels  with  which  the  circulating  blood 
comes  into  contact. 

In  explanation  of  the  phenomena  of  emigration,  which 
takes  place  coincidently  with  the  retardation  of  the  blood- 
stream— the  passage  of  the  white  corpuscles  was  formerly 
supposed  to  be  due  to  their  inherent  activity,  by  virtue  of 
which  they  penetrated  the  vascular  walls,  passing  through 
stomata  which  were  believed  to  exist  between  the  endo- 
thelium. The  red  corpuscles  were  supposed  to  be  forced 
through  these  openings  by  the  increased  blood-pressure. 
That  neither  of  these  explanations  is  sufficient  to  account 
for  the  phenomena  is  shown  by  Cohnheim’s  recent  inves- 
tigations. These  appear  to  prove  conclusively  that  the 

♦ Ryneck,  “Zur  Kenntiiiss  der  Staso  des  Bliites  in  den  Gefassen 
EntzUndeter  Theile." — liollet’s  Untersuch.  mis  dem  Institute  fur 
Ptujs.  u.  Histol.  in  firm. 

t “Neue  Untersuoliungen  ubor  die  Entziindung.”  Cohnheim, 
1873. 
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emigratiou  of  the  blood  corpuscles  aud  the  exudation  of 
the  hquor  sanguiuis  are  like  the  other  phenomena  of  in- 
flammation, due  to  some  alteration  m the  walls  of  the  hlood- 
vessels. 

The  remaining  constituent  of  the  inflammatory  process 
— the  alteration  in  the  nutrition  of  the  inflamed  tissue — 
succeeds  the  changes  in  the  circulation  and  the  exudation. 
Kespecting  the  cause  of  the  increased  nutritive  acti\uty 
of  the  cellular  elements  which  characterises  this  tissue- 
change — it  is  probable  that  it  is  for  the  most  part  the 
result  of  the  stimulation  of  the  cells  by  the  liquor  san- 
guinis exuded  from  the  blood-vessels.  This  conclusion  is 
mainly  based  upon  the  well-known  ex|ieriment  of  Pro- 
fessor Strieker,  which  consists  in  the  excision  of  the  cornea 
of  a frog,  and  its  insertion  beneath  the  membrana  nictitans 
of  the  opposite  eye,  in  which  inflammation  has  been  pre- 
viously induced.  The  transplanted  cornea,  when  removed 
in  the  course  of  twenty-four  hours,  exhibits  all  the  histo- 
logical inflammatory  changes  observed  in  the  unexcised 
cornea  of  the  opposite  eye.  Hence  Strieker  concludes 
that  the  structural  changes  in  inflammation  of  the  cornea 
of  the  frog  are  owing  to  the  stimulation  of  its  elements 
by  the  liquid  exuded  from  the  blood-vessels,  and  are  cpiite 
independent  of  nervous  influence.  That  the  increased 
nutritive  activity  of  the  elements  of  the  inflamed  tissue 
is,  however,  in  every  inflammatory  process  the  result  of 
their  stimulation  by  the  exuded  liquor  sangirinis,  cannot 
be  regarded  as  by  any  means  certain.  It  is  possible  that 
the  cellular  elements  may  be  stimulated  to  increased 
activity  by  means  of  impressions  conveyed  to  them 
through  the  nervous  system. 

Suppuhatiox. — Suppuration,  and  the  formation  of  ab- 
scesses, is  a very  frequent  result  of  the  inflammatory 
process ; it  occurs  much  more  fre([uently,  however,  in 
some  inflammations  than  in  others.  As  a rule  it  may  be 
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stated  that  the  more  intense  the  inflammation  the  more 
abundant  is  the  formation  of  pus. 

The  essential  constituents  of  pus  are  cells  and  a liquid 
in  which  they  are  suspended.  The  liquid  has  an  alkaline 
reaction  and  closely  resembles  the  liquor  sanguinis.  It 
contains  various  kinds  of  albumen,  fatty  matters,  and  in- 
organic substances.  The  cells,  or  pus-corini.scles  (leu- 
cocytes) are  indistinguishable  from  the  white  corpuscles 
of  the  blood.  As  seen  after  death,  they  are  spherical,  sjDhe- 

Pm.  64. 


/‘us-ror/iiisfles  tin  sn-n  nftcr  a.  liefoi'P,  h.  after, 

the  additiou  of  dilute  acetic  acid,  x 400. 

roidal,  or  irregular  shaped  semi-transparent  bodies,  from 
WoT)  to  Tb’oo  of  an  inch  in  diameter,  containing  a varying 
number  of  granules,  and  usually  one  or  more  distinct 
nuclei.  (Fig.  54.)  The  addition  of  dilute  acetic  acid 
causes  the  cells  to  swell  up  ; they  become  more  sjijherical 
and  transparent,  and  the  nuclei  are  rendered  more  appa- 
rent, The  size  of  the  corpuscles  and  nuclei,  and  the 
number  of  the  granules,  present  manifold  variations. 
Pus-corpuscles,  like  white  blood-corpuscles,  lymph- 
corpuscles,  and  many  other  young  cell-forms — all  of 
which  are  included  under  the  common  term  of  leucocytes 
— are  masses  of  contractile  protoplasm.  They  possess 
the  power  of  spontaneous  movement,  and  when  living 
undergo  contimrous  alterations  in  form,  and  migrate  in 
the  tissues.  (See  Fig.  53.)  They  may  also  multiply  by 
division. 

The  mode  of  origin  of  pus  has  been  the  sirbject  of 
much  controversy.  The  liquid  ingredient  proceeds  di- 
rectly or  indirectly  from  the  blood,  it  is  the  exuded  liquor 
sanguinis  : about  this  there  is  no  dispute.  The  difference 
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of  opinion  which  exists  is  respecting  the  oi’igin  of  the 
formed  elements.  Without  discirssing  the  theories  which 
have  been  advanced  by  difl'ereut  pathologists,  it  must  now 
he  admitted  that  thei’e  are  at  least  two  sources  from  which 
the  cells  of  inis  may  be  derived — one  from  the  blood,  and 
the  other  from  the  In  flamed  tissues. 

It  has  been  seen  that  in  the  process  of  inflammation 
innumerable  white  blood-coi-puscles  jiass  out  of  the  vessels 
into  the  surrounding  tissues,  and  as  these  are  indistin- 
guishable from  pns-corpuscles,  it  iiurst  be  conceded  that 
one  mode  of  origin  of  pus  is  from  the  blood.  Further, 
the  white  blood-corpuscles  may  nmltii)ly  by  division,  and 
it  is  probable  that  by  this  means  the  production  of  pus 
is  greatly  increased. 

The  other  source  from  which  the  cells  of  pus  are  de- 
rived is  from  the  cellular  elements  of  the  inflamed  tissue. 
These,  as  has  been  described,  are  the  seat  of  active 
changes  in  inflammation ; they  may  multiply  and  form 
new'  cells,  and  the  more  intense  the  inflammation,  the 
more  lowly  organised  are  the  newly-formed  elements,  and 
the  less  is  their  tendency  to  form  a permanent  tissue. 
.Some  of  these  newly-formed  cells  constitute  pus-cor- 
puscles. These,  in  this  case,  must  be  regarded  as  young 
elements  resulting  from  the  pi-oliferation  of  the  tissue, 
which  are  of  low  vitality,  and  soon  perish.  Pus-corpuscles 
may  probably  originate  in  this  way  from  the  jiroliferation 
of  any  tissue  with  the  exception  of  nerve,  either  by  simple 
division  or  by  endogenous  multiplication. 

Although  the  formed  elements  of  pus  may  thus  be  de- 
rived both  from  the  blood  and  from  the  inflamed  tissue, 
there  can  he  no  doubt  that  the  former  is  their  ])rincipal 
source,  and  tliat  they  are  in  the  main  migrated  blood- 
corpuscles.  In  the  earlier  stages  of  the  inflammatory 
process,  they  are  mostly,  if  not  all,  emigrants;  but  in  the 
later  stages  it  must  be  admitted  that  they  may  also  be 
derived  from  the  cells  of  the  inflamed  tissue. 
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Such  being  the  inodes  of  origin  of  pus,  it  is  evident 
that  the  more  abundant  the  escape  of  blood-corpuscles, 
and  the  more  active  the  proliferation  of  the  elements  of 
the  inflamed  tissue,  the  greater  will  be  the  formation  of 
pus,  and  hence  the  greater  its  tendency  to  collect  so  as  to 
form  an  abscess.  It  is  consequently  in  those  inflamma- 
tions which  are  the  most  concentrated  and  the  most  in- 
tense— provided  that  the  injuiy  be  not  sufiiciently  severe  to 
cause  complete  stasis — that  the  formation  of  pus  is  most 
abundant.  The  greater  the  injury  sustained  by  the  walls 
of  the  blood-vessels,  the  more  readily  will  the  blood- 
corpuscles  penetrate  them,  and  hence  the  more  abundant 
will  be  the  formation  of  pus.  In  inflammations  of  less 
intensity  the  escaiie  of  blood-corpuscles  is  less  abundant, 
and  the  proliferation  of  the  tissue  less  active,  so  that  pus 
is  not  produced  in  sufficient  quantities  to  cause  its  collec- 
tion in  the  form  of  an  abscess. 

Pus  exercises  a most  injurious  influence  upon  the  sur- 
rounding tissues.  The  pus-corpuscles  appear  to  be  en- 
dowed with  the  power  of  absorbing  the  tissues  with 
which  they  come  in  contact,  or,  at  all  events,  of  causing 
their  liquefaction.  Hence  the  softening  and  disintegra- 
tion of  the  tissues  which  constitute  such  a destructive 
element  in  intense  inflammations. 

Pus  which  has  remained  for  any  length  of  time  in  the 
tissues  undergoes  certain  changes.  Its  elements  may 
undergo  fatty  metamorphosis,  and  thus  be  rendered  ca- 
pable of  absorption.  If  pus  is  long  confined  in  a closed 
cavity,  its  liquid  portions  may  become  absorbed,  and  its 
cells  atrojihy,  so  that  it  gradually  dries  up  into  a caseous 
mass,  which  may  subsequently  become  calcified. 

Vakieties  of  Inflammation. — Inflammation  exhibits 
certain  variations  in  its  characters  according  to  the 
severity  of  the  irritation  which  pi’oduces  it.  The  more 
severe  the  irritation  upon  which  the  inflammatory  process 
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depends,  tlie  greater  cceieris  parihus  -mil  be  the  damage 
sustained  by  the  blood-vessels,  and  consequently — if  in- 
stantaneous stasis  be  not  produced — the  greater  will  be 
the  tendency  to  the  exudation  of  liquor  sanguinis  and  to 
the  emigration  of  leucocytes.  Hence  it  is  in  inHammation 
of  considerable  severity  that  the  vascular  phenomena 
are  often  so  pronounced,  the  formation  of  pus  so  abun- 
dant, and  the  softening  and  disintegration  of  the  tissues 
so  considerable.  Such  inflammations,  inasmuch  as  the 
action  of  the  irritant  which  produces  them  is  for  the  most 
part  of  short  duration,  are  sometimes  designated  acute 
inflammations. 

In  inflammations  of  less  intensity,  in  which  the  damage 
sustained  by  the  blood-vessels  is  less  severe,  the  textural 
changes  occupy  a more  prominent  place,  whereas  the 
vascular  phenomena  are  usually  much  loss  marked,  and 
the  formation  of  pus  is  less  abundant.  The  precise 
nature  of  these  textural  changes  must  obviously  partly 
depend  upon  the  characters  of  the  tissue  which  is  the 
seat  of  the  inflammation,  but  variations  are  also  imoduced 
according  to  the  severity  of  the  irritating  agent.  It 
appears  to  me  to  be  probably  true — that  the  less  severe 
the  irritant  which  prodrrces  the  inflammation,  the  more 
do  the  resulting  textural  changes  tend  to  be  limited  to 
the  connective  tissue  which  is  immediately  adjacent  to  the 
blood-vessels  and  lymphatics ; whereas  in  inflammations 
of  somewhat  greater  intensity  more  distant  elements  be- 
come involved.  This  is  seen,  for  example,  in  inflamma- 
tory processes  in  the  kidneys  and  in  mircoiis  membranes. 
In  the  former,  the  least  severe  forms  of  inflammation  are 
characterised  anatomically  by  an  increase  in  the  con- 
nective tissue  around  the  blood-vessels  (see  “ Interstitial 
Nephritis”) ; whilst  in  inflammations  of  somewhat  greater 
intensity,  the  prominent  textural  change  consists  in 
swelling  or  proliferation  of  the  epithelium  within  the 
tubules  (see  “ Tubal  Nephritis”).  In  mucous  membranes 
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also,  tlie  more  severe  inflammations  are  attended  by 
epithelial  proliferation,  the  less  intense  and  more  chronic 
hy  changes  in  the  submucous  connective  tissue.  With 
regard  to  the  cellular  elements  in  which  these  active 
changes  take  place — they  are  probably  those  which  are 
the  most  intimately  connected  with  the  lymphatic 
system — viz.,  the  cells  of  the  connective  tissue,  and  the 
endothelium  of  the  lymphatics  and  of  the  blood-vessels. 
The  tendency  of  the  textural  changes  resulting  from  the 
least  severe  forms  of  inflammation  to  he  limited  to  the 
connective  tissue  immediately  adjacent  to  the  blood- 
vessels and  lymphatics,  gives  to  these  inflammations 
certain  peculiarities.  The  new  tissue  originating  around 
the  vessels — consisting  in  the  earlier  stages  mainly  of 
small  round  cells,  hut  ultimately  becoming  developed  into 
a more  or  less  completely  fihrilluted  structure  (an  adenoid 
or  flhroid  tissue) — leads  to  an  induration  of  the  organ  in 
which  it  is  situated,  and  very  constantly,  to  the  subse- 
quent atrophy  and  retrogressive  metamorphosis  of  its 
other  histological  elements.  These  changes  will  be  more 
fully  considered  when  treating  of  inflammation  of  the  in- 
dividual organa  and  tissues.  (See  “ Inflammation  of 
Common  Connective  Tissues,”  “ Cirrhosis  of  the  Liver,” 
&c.)  These  least  severe  forms  of  inflammation,  inasmuch 
as  the  irritant  which  produces  them  is  not  only  of 
shght  severity  hut  is  usually  also  prolonged  in  the  dura- 
tion of  its  action,  ai’e  often  known  as  chronic  inflamma- 
tions. 

Inflammations  have  received  different  names  according 
to  the  nature  of  the  injury  upon  which  they  depend. 
Those  inflammations  which  result  from  external  injuries, 
mechanical  or  chemical  violence,  ai-e  called  tra.umatic.  In 
those  cases  in  which  the  injurious  stimulation  of  the 
tissue  is  owing  to  the  transmission  of  infective  materials 
hy  means  of  the  blood-vessels  or  lymphatics  from  some 
local  infecting  centre,  as  in  pyaemia  and  acute  miliary 
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tuberculosis,  tlie  resulting  iuflammatious  are  called  in- 
fective. Inflammations  in  which  the  nature  of  the  injury 
is  not  obvious,  are  usually  called  idiopathic.  Lastly,  the 
nature  of  the  injury  may  give  to  the  inflammatory  process 
certain  peculiarities.  The  contagimn  of  small -pox,  for 
example,  gives  rise  to  inflammation  of  the  skin,  constitut- 
ing the  “rash”;  that  of  syphilis,  to  certain  inflammations 
of  the  skin,  mucous  membranes,  and  other  tissues  ; and 
that  of  ty2^hoid  fever,  to  inflammation  of  the  intestinal 
lymphatic  structures.  In  all  these  and  numerous  similar 
cases,  the  nature  of  the  irritant  im^n-esses  ujjon  the 
inflammation  certain  iieculiarities,  and  in  so  far  as  the 
former  is  .sjieciflc,  the  latter  may  be  called  specific  iuflam- 
matious. 

Of  these  different  varieties  of  inflammation,  the  infec- 
tive iuflammatious,  including  i:)ya3mia  and  acute  tubercu- 
losis, and  the  specific  indammatious  resulting  from  the 
{joison  of  syphilis,  will  be  separately  considered  in  the 
next  following  chai>ters.  The  jiathology  of  inflammation 
will  then  be  still  further  elucidated  by  the  study  of  the 
process  as  it  occurs  in  the  various  tissues  and  organs. 


CHAPTER  XXVI. 


ACUTE  TUBERCULOSIS. 

By  acute  tuberculosis  is  uuderstood  a general  infective 
disease,  whicb  is  characterised  auatomically  by  the  occur- 
rence of  numerous  minute  nodular  lesions  more  or  less 
generally  disseminated  in  the  various  organs  and  tissues. 
The  generally  disseminated  nodular  lesions,  which  are 
characteristic  of  the  disease,  appear  to  be  inflammatory 
growths,  resulting  from  the  distribution  of  infective  mate- 
rials (probably  minute  particles),  by  means  of  the  blood- 
vessels or  lymphatics  from  some  primary  inflammatory 
product.  They  are,  therefore,  the  anatomical  results  of 
an  infective  inflammatoi-y  process,  and  they  constitute 
what  have  long  been  known  as  miliary  fnbercles. 

General  Fathology  of  Acute  Tuberculosis. — Our  know- 
ledge of  acute  tuberculosis  and  of  its  anatomical  result — 
tubercle,  has  until  cpiite  recently  been  involved  in  obscu- 
rity ; but  at  the  present  time — owing  in  great  measure  to 
scientific  experimental  research — it  may  be  regarded  as 
being  much  more  complete.  According  to  the  older  doc- 
trines, which  were  based  upon  the  teaching  of  Laennec, 
tubercle  was  looked  upon  as  a speciflc  non-inflammatory 
growth  which  originated  spontaneously  in  the  tissues. 
Further,  this  new  growth  was  characterised  by  the  regular 
succession  of  changes  which  it  invariably  underwent ; — 
it  was  first  grey  and  translucent,  then  became  opaque,  and 
ultimately  caseous.  Hence  in  its  earlier  stages  it  was 
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known  as  grey,  in  its  latter  as  yellow  tiibercle.  Caseous 
metamorphosis  was  held  to  be  such  a distinguishing  pecu- 
liarity of  the  growth,  that  all  caseous  masses  were  regarded 
as  tubercular,  and  the  term  “ tubercle”  came  to  be  ap lulled 
indiscriminately  to  all  pathological  products  which  had 
undergone  this  form  of  degeneration,  and  which  in  their 
colour  and  consistence  somewhat  resembled  soft  cheese. 
Caseation,  however,  as  already  stated,  is  a common  result 
of  the  retrograde  metamorphosis  of  many  growths  which 
are  destitute  of  or  contain  but  few  blood-vessels,  and 
which  consist  of  closely-crowded  cellular  elements ; and 
although  it  may  occur  to  a greater  or  less  extent  in 
tubercle,  it  is  by  no  means  specially  characteristic  of  this 
morbid  growth.  (See  “ Caseation.”)  For  this  much  wider 
extension  of  the  pathological  significance  of  caseous  de- 
generation we  are  mainly  indebted  to  Professor  Virchow.* 
The  infective  nature  of  acute  tuberculosis  wms  first  pro- 
mulgated about  eighteen  years  ago  by  Buhl,  who  stated 
that  in  the  majority  of  cases  of  this  disease,  indurated 
masses  which  had  become  caseous  existed  in  some  part  of 
the  body,  and  that  to  tlie  absorption  of  substances  from 
these  infective  centres  the  general  development  of  the 
tubercle  was  owing.  He  fui-ther  stated  that  in  those  cases 
in  which  the  tubercles  were  confined  even  to  limited  por- 
tions of  a single  organ,  they  were  also  secondary  to  caseous 
lesions.  Buhl's  theory,  therefore,  imiDlied  that  the  origin 
of  the  infective  substances  was  necessarily  associated  witli 
caseous  metamorphosis  of  the  primary  infiammatory  indu- 
ration. A modification  of  this  view  of  the  nature  of  the 
infecting  lesion  has  since  been  rendered  necessary,  both 
by  the  results  of  post-mortem  observations,  and  also  by 
those  which  have  been  obtained  from  the  artificial  fjro- 
duction  of  tuberculosis  in  the  lower  animals. 


• For  furtlier  infoivnation  on  tlio  liistory  of  “ tubercle,"  the  reader 
is  referred  to  the  coinmeucement  of  the  chapter  ou  “ Pulmonary 
Phthisis.” 
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The  experimental  investigation  of  acute  tuberculosis 
was  commenced  by  Yillemin  in  1865,  and  subsequently 
followed  out  by  Burdon-Sanderson,  Wilson  Fox,  Cohn- 
heim,  Klebs,  and  others.  The  methods  of  investigation 
consisted  either  in  the  inoculation  of  various  inflamma- 
tory products — for  the  most  part  products  of  chronic 
inflammations  (caseous  or  not  caseous),  or  in  the  produc- 
tion of  alocalinflammatory  induration  by  the  introduction 
of  setons  and  of  other  foreign  bodies  beneath  the  skin. 
Of  inflammatory  products  Dr.  Sanderson  found  that  none 
proved  so  active  as  that  obtained  from  the  indurated 
lymphatic  glands  of  an  animal  already  suffering  from  the 
disease.  In  both  cases,  after  a certain  lapse  of  time,  dis- 
seminated inflammatory  lesions  were  produced  in  various 
organs  and  tissues — lesions  which  presented  a special 
tendency  to  become  caseous  at  their  centres.  It  was  also 
found  that  the  distribution  of  these  lesions  varied  accord- 
ing as  the  infective  materials  wore  introduced  into  the 
blood-vessels  or  lymphatics,  clearly  proving  that  they 
resulted  from  the  dissemination  of  infective  substances  by 
means  of  the  blood  and  lymph  streams.  The  results  of 
these  experiments  therefore  show,  in  the  firet  place,  that 
caseation  of  an  inflammatory  product  is  not  necessary 
in  order  for  it  to  constitute  an  infective  focus;  and, 
secondly,  that  the  development  of  the  general  tuberculosis 
is  not  due  to  anything  specific  in  the  substances  ihocu- 
lated,  but  that  the  products  of  various  inflammatory  pro- 
cesses (for  the  most  part  of  inflammations  of  slight 
intensity),  may  constitute  the  infective  agents. 

The  lesions  ijroduced,  however,  in  ai-tiflcial  tuberculosis 
differ  somewhat  from  those  met  with  in  the  natural 
disease  as  it  occurs  in  man.  They  differ  both  in  their 
anatomical  distribution,  and,  to  a less  extent,  in  their 
pathological  tendencies.  The  differences  in  anatomical 
distribution  are  principally  confined  to  the  brain  and 
lungs.  The  brain,  which  is  so  frequently  affected  in  the 
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natural  disease  in  man,  is  rarely  so  in  artificial  tuljcrcu- 
losis.  lu  the  lungs,  the  first  structural  changes  ■which 
take  place  in  artificial  tuberculosis  are  stated  by  Dr. 
Klein  to  consist  in  the  development  of  aJenoid  tissue 
around  the  perivascular  lymphatics,  the  implication  of 
the  alveoli  being  only  a secondary  part  of  the  process.* 
In  the  natural  disease  in  man,  on  the  other  hand,  the 
changes  commence  in  the  alveoli  themselves.  Itespcctiug 
differences  in  their  pathological  tendencies — it  is  to  be 
remarked  tliat  caseation  occurs  much  more  extensively  in 
the  lesions  artificially  induced  than  in  man.  In  the 
former,  also,  diffused  tracts  of  consolidation  are  more 
frequently  associated  with  the  miliary  lesions,  and  they 
may  even  constitute  the  predominant  structural  changes. 
These  differences,  however,  are  probably  to  be  i-ogarded 
as  resulting  from  differences  in  the  intensity  of  the 
infective  agent,  and  from  peculiarities  in  the  morbid 
tendencies  of  the  tissues  involved,  and  not  as  any 
evidence  of  a want  of  analogy  in  the  pathology  of  the  two 
diseases. 

Passing  on  to  consider  acute  tuberculosis  as  it  occurs 
in  man,  it  must  be  stated  that  one  or  more  masses  of 
inflammatory  induration  which  have  become  caseous  are, 
in  the  great  majority  of  cases,  to  be  found  in  some  i)art 
of  the  body  after  death ; sometimes  in  the  lungs,  some- 
times iu  the  bronchial  glands,  sometimes  in  the  glands 
of  the  mesentery,  &c.  i\Luch  less  frequently  there  exists 
some  inflammatory  lesion  which  is  not  caseous,  as  a 
simple  induration,  or  an  ulcerated  mucous  membrane ; 
whilst  in  exceedingly  rare  cases  it  is  stated  that  no  such 
products  of  a previous  inflammatory  process  have  been 
discoverable. 

The  residts  of  post-mortem  observations  of  the  natural 


• “On  tlio  Tiympluitic,  Sy.stcm  of  the  Taints.”  by  Dr.  E.  Klein, 
“ rruceedings  of  tlio  Royal  tiociely,’’  Xo.  l-W,  1871. 
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disease  thus  appear  to  justify  the  same  conclusions 
respecting  the  nature  of  the  infective  substances  as  those 
derived  from  the  experimental  investigation  of  the  disease 
in  the  lower  animals,  and  in  man  also  it  must  therefore 
bo  regarded  as  in  the  highest  degree  probable  that  any 
inflammatory  product  may,  under  certain  circumstances, 
constitute  a focus  of  infection,  and  give  rise  to  a tuber- 
culous process.  Why  such  inflammatory  products  should 
in  some  cases  he  infective,  whilst  in  others  they  remain 
inert,  we  are  unable  certainly  to  exiDlain.  In  attempting 
to  answer  this  question,  it  must  he  remembered  that 
such  products  may  accidenfallji  become  placed  in  direct 
communication  with  the  vascular  or  lymphatic  systems  ; 
and  also  tliat  infective  substances  are  much  more  hable 
to  produce  results  in  some  constitutions  and  in  some 
conditions  than  in  others.  It  is  also  possible  that  the 
infective  properties  of  an  inflammatory  product  may  be 
determined  by  atmospheric  influence,  or  by  the  presence 
of  minute  organisms. 

Whilst  acute  tuberculosis  is  thus  an  infective  disease, 
it  is  an  infective  disease  of  a special  kind.  In  the  first 
place,  the  infective  substances  derived  from  the  infective 
focus — which  are  probably  minute  particles— not  only 
exercise  their  irritating  influence  over  areas  of  tissue 
which  are  for  the  most  part  exceedingly  small  (hence  the 
miliary  character  of  the  lesions),  but  the  irritation  they 
produce  is  of  comparatively  slight  severity.  The  prin- 
cipal result  of  their  irritation  is  consequently  a textural 
change — a new  growth  of  tissue  at  the  seat  of  the  injury. 
(See  “ Chronic  Inflammations.”)  In  this  respect  this 
disease  presents  a marked  contrast  to  one  with  which  it  is 
closely  allied — pymmia,  in  which  the  severity  of  the  injury 
produced  by  the  infective  particles  is  much  greater  and 
gives  rise  to  the  formation  of  abscesses.  (See  “ Pya3mia.”) 
In  pyaemia  the  intensity  of  the  disseminated  inflammatory 
processes  is  considerable,  and  the  course  of  the  disease  is 
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usually  acute,  whilst  in  acute  tuberculosis  the  inllaninia- 
tory  processes  are  much  less  severe,  and  the  disease  tends 
to  run  a more  chronic  course. 

Histology  of  Acute  Tuberculosis. — The  miliary  lesions  in 
acute  tuberculosis,  although  presenting  certain  differences 
according  to  their  age,  and  to  the  nature  of  the  tissue  in 
which  they  originate,  are  tolerably  uniform  in  their  histo- 
logical characters.  Their  most  marked  feature  is  the 
prominent  place  which  a kind  of  adenoid  structure  occu- 
pies in  their  constitution.  This  structure  is  met  with  in 
its  most  characteristic  form  in  an  inelurated  lymphatic 
gland,  and  it  is  also,  as  has  been  already  stated,  a 
common  histological  product  of  other  chronic  intlamma- 
toiy  processes,  as  of  those  in  the  liver,  lungs,  and  other 
organs  (see  “ Chronic  Intlaminatious”).  Its  develop- 
ment appears  to  be  owing  to  an  imj^airmeut  of  the  nu- 
tritive activity  of  the  new  cellular  elements,  so  that 
they  are  xmable  to  form  a more  completely  filjroid 
tissue.  It  consists,  in  the  main,  of  small  spheroidal 
elements  resembling  lymph-cells,  which  are  either  sepa- 
rated from  one  another  by  fine  lines  of  homogeneous 
ti'ansparent-looking  material,  or  nioi’e  coninionl}^  by  a 
more  or  less  distinctly  fibrillated,  and  sometimes  nu- 
cleated reticulum,  within  the  meshes  of  which  the 
elements  are  grouped  (Fig.  55,  see  also  Fig.  (JG).  In 


Fio.  55. 


A jiortlon  of  a (Irtoi  .Ui/iori/  Tiihirrle. 

Showing'  the  adenoid  struetnre  met  witli 
in  large  portions  ot  tliese  nodule.s. 

X 200. 

tuberculous  nodules  this  reticulum  is  sometimes  dense 
and  well  marked,  whilst  in  other  cases  it  is  almost 
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completely  absent.  In  addition  to  tbe  small  lympboid 
cells  there  are  often  seen  some  rather  larger  cells  contain- 
ing one,  and  in  some  cases,  two  nuclei. 

Although  an  adenoid  structure  similar  to  that  which  has 
hcGu  described  usually  enters  largely  into  the  formation  of 
tuberculous  lesions,  it  will  be  found  on  careful  examina- 
tion that  they  present  some  additional  characteristics. 
In  the  first  jilace,  large  multinucleated  masses  of  proto- 
plasm, somewhat  I'esembliug  “myeloid  cells,”  are  usually 
to  be  found  associated  with  the  lymphoid  elements.  These 
large  multinucleated  cells  have  been  alluded  to  by  Vir- 
chow, "W^aguor,  and  others,  but  it  is  only  recently,  mainly 
owing  to  the  researches  of  Dr.  Oscar  Schtijopel,  that 
they  have  received  a prominent  place  in  the  histology  of 
tubercle.  As  the  views  of  this  pathologist  concerning  their 
mode  of  origin  and  on  the  pathology  of  tubercle  generally 
differ  somewhat  from  those  commonly  entertained,  I pro- 
pose merely  in  the  present  place  to  state  very  briefly  the 
result  of  my  own  observations  made  subsequently  to  the 
perusal  of  Dr.  SchuppeTs  valuable  publications.  For 
more  complete  information  the  reader  is  referred  to  Dr. 
Schiippel’s  writings  on  the  subject.* 

The  most  characteristic  features  of  these  multinucleated 
cells  arc  their  large  size,  the  number  of  their  nuclei,  and 
the  irregularity  of  their  outline.  Some  of  the  larger  ones 
measure  as  much  as  inch  in  diameter.  They  possess 
no  limiting  membrane,  but  are  simjDle  masses  of  proto- 
plasm, containing  numerous  rounder  roundly-oval  nuclei, 
each  enclosing  a bright  nucleolus.  (Figs.  56  and  57.)  As 
many  as  forty  nuclei  may  sometimes  be  counted  in  a single 
cell.  Some  of  them  are  much  smaller  and  contain  only 
three  or  four  nuclei.  Four  or  five,  or  even  more,  of  these 


* TJntersuclmngen  fiber  Lymplidi-fisen-Tuberlnilose ; Dr.  Oscar 
Schuppel : Tubingen,  1871 ; .and  Ueber  die  Entstehiing  der  Eieseu- 
zelleu  iin  Tuberkel. — Uaffiier’s  Archiv  der  Ileilkunde,  vol.  xiii.  1872. 
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Fig.  56. 


A MuHimicle.ated  Cell  from,  the  Lnn<j  in  a case  of 
Chronic  Phthisis.  Sliowing  tho  largo  mimbor  of 
nuclei  with  bright  nucleoli,  x 400. 


A Maltinncleated  Cell  from  the  Taiwj  in  a cn.se  of 
Oironic  Phthisis.  Showing  the  long-branched  pro- 
cesses, which  are  continuous  with  the  reticulum 
of  the  surrounding  indurated  growth.  Some  of  tho 
processes  are  in  connection  with  smaller  nucleated 
elements,  x 200. 


Fig.  57. 
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multinucleated  masses  arc  sometimes  found  in  a single 
tuberculous  nodule. 

Many  of  these  large  cells  possess  long  branched  pro- 
cesses, in  connection  with  which,  and  evidently  originat- 
ing from  them,  are  smaller  j^rotoplasmic  masses,  also 
nucleated  and  branched.  (See  Figs.  56  and  58.)  The 


Fig.  58. 


MuUimidented  and  branched  Cells  from  a firm  Grey 
Miliary  Tubercle  of  the.  jAimj  in  a case,  of  Acute  Tnber- 
cnlosis.  Wide  meshes  are  seen  in  tlie  immediate 
vicinity  of  the  cells  enclosing  a few  lymiphoid  ele- 
ments. The  branched  processes  are  directly  con- 
tinuous with  the  adenoid  reticnlum  of  the  tubercle. 

X 200. 

meshes  between  the  branched  cells  are,  according  to 
Schii2ipel,  filled  with  epithehal-like  elements.  These  ele- 
ments I have  failed  to  observe,  and  the  meshes  I have 
either  foimd  empty,  or  containing  a few  lymphoid  cells. 
(Fig.  58.)  It  would  thus  appear  that  the  original  proto- 
plasmic mass  gives  origin  to  a network  of  large  branched 
cells,  associated  with,  and  usually  surrounding  which,  is 
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more  or  less  adenoid  tissue.  It  is  tliis  structure  which 
mu.st  be  regarded  as  the  most  characteristic  of  tuberculous 
lesions.  It  is  well  shown  in  Fig.  58. 

Although  the  above  characters  are  to  be  observed  in 
successful  preparations  and  in  certain  stages  of  the  tuber- 
culous growth,  many  of  them  will  usually  be  found  want- 
ing. The  nuclei  and  processes  of  the  large  cells  will  not 
always  be  seen,  and  the  cells  often  appear  simply  as  yellow- 
ish somewhat  granular  masses  in  which  neither  nuclei  nor 
processes  are  visible,  lu  this  imjierfect  state  they  are  to 
be  found  in  tuberculous  nodules  from  all  organs  in  which 
tubercle  is  met  with. 

llespecting  the  pathological  significance  of  these  large 
multinucleated  cells — they  aiipear  to  be  sunjily  the  result 
of  chronic  inflammatory  processes  in  which  the  new  ele- 
ments are  of  such  low  vitality  as  to  be  incapable  of  form- 
ing an  adenoid  or  fibroid  structure  ; and  the  branched 
network  of  cells  to  which  they  often  give  rise  must  be 
regarded  as  re2:>resentiug  a lower  stage  of  develo2:>ment 
than  adenoid  tissue.  Although  these  lai’ge  cells  are  most 
frequently  met  with  in  tuberculous  lesions,  they  are  not 
especially  characteristic  of  any  one  partic;ilar  kind  of 
morbid  change.  They  have  been  found  as  the  result  of 
inflammatory  ^irocesses  in  various  organs  and  tissues. 
With  regard  to  the  histological  elements  from  which  they 
originate — this  varies.  In  the  lung.  Dr.  Klein  states,  that 
they  are  derived  from  the  alveolar  eiDithelium.  They  may 
also  originate  from  the  cells  of  connective  tissue,  and 
probably  from  the  endothelium  of  the  blood-vessels  and 
lymphatics.  Their  formation  takes  j)lace  either  by  the 
fusion  of  two  or  more  cells,  or  by  the  excessive  develojD- 
ment  of  one  cell.  lu  the  latter  case,  the  cell  inci’eases  in 
size  and  its  nuclei  multiply,  but  here  the  jjrocess  of  develoji- 
ment  ceases — there  is  no  subsequent  division  of  the 
cell. 

It  remains  to  speak  of  the  blood-vessels  of  tuberculous 
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nodules.  The  vessels  of  the  tissue  in  which  the  nodule  \ 
originates  gradually  become  obliterated  in  the  process  of  I 
its  growth,  and  there  is  no  new  formatic^i  of  vessels,  such  1 
as  takes  jdace  in  more  highly  developed  inflammatory 
tissue.  (See  “ Inflammation  of  Common  Connective 
Tissue.”)  The  nodules  are  therefore,  except  in  the  earlier 
stages  of  their  development,  non-vascular. 

Although  the  structure  which  has  been  described  is  that 
most  commonly  met  with,  it  must  be  borne  in  mind  that 
all  tuberculous  lesions  are  not  thus  constituted.  When 
treating  of  the  changes  in  the  several  organs,  it  will  be 
seen  that  the  precise  histological  constitution  of  the  no- 
dules varies  somewhat,  according  to  the  characters  of  the 
tissue  ill  which  they  originate.  In  the  lung,  for  example, 
many  of  them  consist  largely  of  accumulations  of 
epithelial  cells  within  the  pulmonary  alveoli. 

Tuberculous  lesions  almost  invariably  undergo  more  or 
less  retrograde  metamorphosis,  although  the  extent  of 
this  varies  considerably,  and  in  some  cases  the  nodules 

may  become  develo23ed  into 
a firm  fibroid  structure. 
The  occurrence  of  retrograde 
metamorphosis  is  mainly 
owing  to  the  obliteration  of 
the  blood-vessels  which  ac- 
companies the  growth  of  the 
lesions.  The  change  com- 
mences in  the  centre  of  the 


Fig.  59. 


One  of  the  drey  Nodules  from 
the  Lung  in  a case  of  Acute 
Tuberculosis,  which  is  becoming 
opaque  and  soft  iu  the  centre. 
(Diagrammatic.) 


nodule,  this  being  the  ]iart 


first  develojied,  and  conse- 
quently that  which  is  the 
furthest  removed  from  vascular  supply.  The  nodule  breaks 
down  into  a granular  fatty  debris,  so  that  its  central  portions 
soon  become  ojiaque  and  yellowish.  (Fig.  59.)  In  some  cases 
the  jirocess  of  disintegration  is  rapid,  whilst  in  others  it 
is  more  gradual.  It  is  usually  most  marked  in  the  larger 
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and  more  diffused  lesions,  and  hence  it  is  these  lesions 
which  are  most  commonly  of  a yellow  colour  and  soft 
consistence  (“yellow  tubercle”).  In  other  cases  the  retro- 
grade change  is  less  marked,  the  reticulum  of  the  nodule 
becomes  denser  and  more  fibroid,  and  although  the  fibroid 
tissue  usually  ultimately  undergoes  in  its  central  parts, 
more  or  less  fatty  metamorphosis,  the  nodule  may  remain 
as  a firm  fibroid  mass.*  Tliis  occurs  more  especially  in 
the  smaller  lesions.  The  extent  and  rapidity  of  the  retro- 
grade change  depends,  I believe,  mainly  upon  the  severity  of 
the  infective  process.  The  more  intense  the  irritation,  the 
greater  is  the  tendency  to  the  degeneration  and  softening 
of  theuodules ; the  less  inteuseand  more  chronic  the  process, 
the  more  liable  ai'e  the  miliary  lesions  to  become  fibroid. 

Before  concluding  the  consideration  of  the  general 
pathology  of  tuberculosis,  allusion  must  be  made  to  those 
cases  in  which  the  tirberculous  processes  are  confined  to  a 
single  organ.  This  limited  tuberculosis  differs  from  the 
more  general  one  only  in  the  extent  of  the  distribution 
of  the  infective  materials.  The  miliary  lesions  originate 
from  some  retrograde  inflammatory  product  situated 
usually  in  the  same  organ  as  that  in  which  they  occur, 
and  their  hmitation  is  probably  owing  to  the  infective 
substances  being  disseminated  by  the  lymphatics  and 
serous  canals  and  not  by  the  blood-vessels.  This  will  be 
again  referred  to  in  the  chapter  on  “ Pulmonary  Phthisis,” 
and  also  in  the  following  description  of  the  tuberculous 
process  as  it  occurs  in  the  several  organs  and  tissues. 

TUBERCULOSIS  OF  THE  I’lA  MATER. 

In  the  pia  mater  the  tuberculous  process  is  associated 
with  inflammation  of  the  meninges,  constituting  the  cou- 

• Dr.  Kloiii  states  (/oc.  Ht.)  tliat  the  largo  inulliimeleated  colls 
iiiulorgo  a fibroid  transfonnatioii,  ami  become  converted  into  a dense 
foltwork  of  fibrillar  tissue,  which  tissue  gradually  dies  away  and  be- 
comes ciiseous. 
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dition  known  as  tubercular  meningitis.  This  is  almost 
invariably  a part  of  a general  tuberculosis. 

The  process  is  almost  exclusively  confined  to  the  pia 
mater  at  the  base  of  the  brain,  and  the  tuberculous 


Fig.  60. 


Milinri/  Tubercle  in  the  Pia  Mater.  The  dotted  line  indicates 
the  origiuiil  size  of  the  tubercular  nodule.  A.  The  lymphatic 
sheath.  V.  The  bloodvesscd.  F.  Proliferation  of  elements 
within  the  sheath,  x 100.  (Cornil  and  Ranvier.) 

nodules — which  may  easily  escape  observation — are  seen 
in  connection  with  the  small  arteries  in  the  Sylvian 
fissures,  and  deeply  seated  between  the  convolutions.  A 
few  scattered  granulations  are,  however,  frequently  visible 
on  the  upper  surface  of  the  hemispheres.  The  inflamma- 
tory growth  originates  in  the  perivascular  lymphatic 
sheaths  which  enclose  the  small  arteries  of  the  jiia  mater. 
(Fig.  60.)  The  cells  of  the  sheath  multiply,  and  the  pro- 
cess of  proliferation  commencing  at  separate  centres, 
numerous  small  grey  nodules  are  produced  around  the 
vessel.  These,  which  are  distinctlv  visible  to  the  naked 
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eye,  cause  an  external  bulging  of  the  sheath,  and  a dimi- 
nution in  the  calibre,  or  even  complete  obhteration,  of  the 
enclosed  vessel. 

The  localised  obstructions  to  the  circulation  which  re- 
sult from  the  pressure  of  the  perivascular  nodules  cause 
intense  hypermmia  of  the  collateral  vessels,  and  thus  the 
pia  mater  at  the  base  of  the  brain  becomes  exceedingly 
vascular,  there  being  in  some  cases  rupture  of  the  vessels 
and  extravasation.  This  is  followed  by  a more  general 
inflammatory  jirocess — a tnre  basic  meningitis.  A trans- 
udation of  the  liquor  sanguinis  takes  place  from  the 
hypercemic  and  injured  vessels,  blood-corpuscles  escape, 
and  thus  the  meshes  of  the  pia  mater  become  infiltrated 
with  a sero-fibrinous  liquid,  which  in  many  parts  has  a 
puriform  character. 

The  changes  in  the  joia  mater  at  the  base  of  the  brain 
are  attended  by  softenmg  of  the  immediately  subjacent 
cerebral  substance,  which  becomes  infiltrated  with  young 
cells.  The  lateral  ventricles  at  the  same  time  become 
distended  with  serosity  (acute  hydrocejihalus),  so  that  the 
convolutions  on  the  surface  of  the  hemispheres  are  seen 
to  be  much  flattened.  The  ependyma  and  choroid  plexus 
also  become  exceedingly  vascular,  and  the  walls  of  the 
ventricles,  together  with  the  fornix  and  soft  commissure, 
become  much  softened.  All  of  these  changes  are  owing, 
partly  to  an  inflammatory  process,  and  partly  to  the  me- 
' chanical  obstraction  to  the  circulation  caused  by  the 
tuberculous  growth.  In  addition,  the  arachnoid  membrane 
is  dry  and  sticky. 

Tuherciolous  Maascfi  in  the  Brain. — In  addition  to  the 
1 miliary  lesions  occurring  in  the  ])ia  mater  in  tubercular 
1 meningitis,  large  tuberculous  masses  are  occasionally  met 
with  in  the  brain  unassociated  with  a general  tiiberculous 
process.  These  masses,  which  vary  in  size  from  a hazel 
I nut  to  a hen’s  egg,  commonly  occur  in  the  cerebral  sub- 
I stance,  especially  at  the  base  of  the  brain.  They  are  of 


238 


INFLAMMATION. 


a pale  yellow  colour  and  firm  consistence,  and  usually 
form  quite  round  gdobular  tumours.  Their  surface  is  often 
seen  to  be  covered  with  minute  grey  nodirles,  which  extend 
into  the  surrounding  tissue;  and  on  section,  similar  nodules 
are  sometimes  visible,  scattered  through  the  substance  of 
the  tumour.  In  most  cases  only  one  or  two  such  masses 
are  found,  but  occasionally  they  are  more  numerous.  They 
occur  especially  in  childhood,  and  usually  in  children  in 
whom  there  is  a general  tendency  to  caseation  of  infiam- 
matory  pi-oducts  (“  scrofulous”  children).  When  examined 
microscopically  they  are  found  to  be  made  u]^  of  an  adenoid 
structure  and  large  branched  cells,  such  as  has  been 
already  described  as  so  characteristic  of  tuberculous 
lesions.  This  structure — which  is  best  seen  in  the  peri- 
pheral portions  of  the  tumour — is  often  concentrically 
arranged  around  blood-vessels,  and  is  found  under- 
going in  differeut  parts  fibi’ous  and  caseous  metamor- 
phosis. 

Kespecting  the  nature  of  these  masses  aud  the  way  in 
which  they  originate,  it  is  difficult  to  sj^eak  with  cer- 
tainty. From  the  fact  that  miliary  nodules  are  so  often  to 
be  seen  on  their  surface  aud  extendmg  into  the  surround- 
ing tissue,  it  is  supposed  that  they  originate  by  the  aggre- 
gation of  such  nodules — that  the  primary  nodule  con- 
stitutes an  infective  focus,  aud  so  causes  a succession 
of  growths  in  its  immediate  vicinity.  This  hypothesis 
is  probably  correct.  Occasionally  the  tuberculous  mass 
causes  a more  general  infection,  and  so  gives  rise  to  tuber- 
cular meningitis  or  to  a general  tuberculosis. 

TUBERCULOSIS  OF  LYMPHATIC  GLANDS. 

In  the  lymphatic  glands,  tuberculous  processes  give 
rise  in  the  first  place  to  changes  in  the  peripheral  por- 
tions of  the  gland,  inasmuch  as  it  is  with  these  that  the 
infective  materials  which  are  conveyed  by  the  lymphatic 
vessels  first  come  into  contact.  The  active  changes  in  the 
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cellular  elements  of  the  gland  are  accompanied  by  the 
formation  of  the  large  niultinncleated  branched  cells 
already  described,  which  are  here  usuall}'  very  abundant. 
In  the  earlier  stage  of  the  process  small  grey  nodules 
are  visible  scattered  through  the  cortex.  These  gradually 
increase  in  size  and  become  caseous.  The  glaud  then 
becomes  enlarged,  the  distinction  between  its  medullary 
aud  cortical  ijortions  becomes  lost,  aud  it  becomes  changed 
to  a greyish  homogeneous  mass,  in  which  are  varying 
sized  tracts  of  caseous  material.  The  new  growth  very 
frequently  undergoes  a marked  fibroid  development,  so 
that  the  caseou.s  masses  are  surrounded  by  a dense  fibroid 
structure.  The  caseous  i^ortions  of  the  gland  may  sub- 
sequently soften,  dry  up,  or  calcify. 

TUBERCULOSIS  OF  MUCOUS  MEMBRANE.S. 

In  mucous  membranes  the  development  of  tuberculous 
nodules  is  usually  secondary  to  some  primary  inflam- 
matory process  which  leads  to  ulceration  of  the  mem- 
brane. The  intestinal,  the  urino-genital,  and  the 
respiratoi-y  mucous  membranes  may  all  be  the  seats  of  a 
tuberculous  growth,  but  it  is  in  the  former  that  it  con- 
stitutes the  most  frequent  and  most  important  change. 

The  Intestbie. — In  the  inte.stiue  the  occurrence  of  true 
tulxn-culous  processes  appears  to  be  almost  invariably 
preceded  by  primary  inflammatory  changes  in  the  intes- 
tinal lymphatic  structures.  These  changes  have  their' 
seat  in  the  solitary  and  Peyer’s  glands,  aud  as  in  t3qdioid 
fever,  it  is  especially  these  structures  in  the  lower  2>art 
of  the  small  intestine  and  in  the  Ciocum  which  are 
affected. 

The  first  stage  of  the  j^irocess  consists  in  an  inflamma- 
tory hypeiqflasia  of  the  lymifliatic  elements.  In  Teyer’s 
patches  this  hyperplasia  usually  affects  isolated  follicles 
in  the  patch.  The  solitary  glands  and  certain  follicles  in 
the  patches  thus  become  swollen,  aud  project  with  undue 
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prominence  above  tbe  surface  of  the  membrane.  The 
newly-formed  elements  then  undergo  retrogressive  changes 
— they  soften  and  caseate,  the  degeneration  in  the  patches 
commencing  at  several  separate  centres,  and  often  extend- 
ing until  tbe  whole  patch  becomes  destroyed.  As  the 
resrdt  of  these  primary  inflammatory  changes  an  ulcerated 
surface  is  produced,  the  door  and  edges  of  which  are  more 
or  less  thickened  owing  to  the  extension  of  the  inflamma- 
tory process  into  the  submucous  connective  tissue.  This 
is  a simple  ulcer,  and  its  production,  so  far,  is  quite  inde- 
pendent of  a tuberculous  process. 

^V^lat  must  be  regarded  as  a tuberculous  change  occurs 
subsequently  to  the  primary  ulceration,  and  it  consists  in 
the  development  of  small  nodules  of  induration  in  the 
floor  of  the  i)rimary  ulcer.  The  development  of  these 
nodules  appears  to  take  place  principally  around  the 
blood-vessels,  and  as  these  are  arranged  transversely 


Fig.  01. 


A Titliernilar  Vker  of  ihe  IiileKt'mc.  (Di.agrammatic.) 
a.  Eiiitlit'lial  lining,  b.  Hubniuoons  tissue. 
c.  Muscular  coat.  d.  I’critonouin. 

around  the  intestine,  the  new  growth  proceeds  in  the 
same  direction.  These  secondary  nodules  of  induration, 
like  the  primary  inflammatory  product,  soften  and  be- 
come caseous,  and  thus  the  iirocess  of  ulceration  gradu- 
ally extends  transversely  until  the  whole  circumference 
of  the  gut  may  be  destroyed.  The  ulcer  thus  produced 
presents  a strong  contrast  to  that  of  typhoid.  Its  edges 
and  base  are  thickened  and  indurated,  and  the  nodules 
of  new  growth,  tending  to  become  caseous,  are  seen  scat- 
tered in  its  floor.  (Fig.  61.) 

The  tubercular  ulcer  rarely,  if  ever,  heals.  Owing  to 
the  thickening  of  the  tissues  at  its  base,  perforation  is 
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quite  an  exceptional  occurrence.  In  the  i^rocess  of  its 
extension  the  ulceration  is  attended  by  some  contraction 
and  narrowing  of  the  gut. 

TUBERCULOSIS  OF  THE  LUNGS. 

Tuberculous  processes  occur  in  the  lungs  as  a part  of 
a general  tuberculosis,  and  also  in  many  cases  of  pul- 
monary phthisis.  The  nature  of  the  resulting  inflam- 
matory lesions  is  similar  in  both.  It  will  be  well,  how- 
ever, in  the  present  place,  more  particularly  to  describe 
these  lesions  as  they  occur  in  the  general  infective  disease. 
The  more  limited  jirocesses  which  take  place  in  many 
cases  of  phthisis  will  be  again  referred  to  in  a subsequent 
chapter  devoted  to  the  consideration  of  this  affection. 
(See  “ Pulmonary  Phthisis.”) 

The  inihnonary  lesions  met  with  in  general  tuberculosis 
consist,  for  the  most  part,  of  disseminated  nodular 
growths,  which  are  universally  known  as  “ miliary  tuber- 
cles.” These  growths  are  of  two  kinds — the  greij  and 
the  yellovj.  The  grey  are  seini-trans2iarent  nodules  of  a 
greyish- white  colour,  varying  in  size  from  a small  j)in’s 
head  to  a hempseed.  They  are  somewhat  siiherical  in 
shajie,  and  usually  possess  a well-defined  outline.  Home- 
times  they  are  firm,  and  almost  cartilaginous  in  consis- 
tence ; whilst  in  other  cases  they  are  much  softer  and 
almost  gelatinous.  These  softer  forms,  instead  of  being 
semi-transparent,  are  more  opaque  and  white.  The  yellow 
are,  for  the  most  part,  larger  than  the  jireceding,  many  of 
them  much  so,  .some  being  as  large  as  a pea.  They  are 
also  softer  in  consistence,  less  defined  and  regular  in  out- 
line, and  they  pass  more  insensibly  into  the  surrounding 
tissue.  Many  of  them  jiossess  a greyish-white  translu- 
cent margin,  which  may  be  pretty  firm  in  consistence, 
but  never  so  hard  as  are  many  of  the  grey  nodules, 
whilst  their  central  iiortions  are  opaque,  yellowish,  or 
caseous.  These  nodules,  both  the  grey  and  the  yellow, 
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although  generally  scattered,  are  sometimes  confluent  in 
groups. 

Both  the  grey  and  the  yellow  nodules  are  often  found 
associated  in  the  same  lung ; in  other  cases  the  grey 
nodules  only  are  met  with  ; whilst,  less  frequently,  nearly 
all  the  growths  are  of  the  yellow  variety.  The  condition  of 
the  pulmonary  tissue  which  is  situated  between  the  nodules 
varies  considerably.  It  may  he  perfectly  normal,  more  or 
less  congested  and  oedematous,  or  it  may  present  varying 
sized  tracts  of  greyish,  granular,  friable  consolidation.  A 
l^erfectly  normal  condition  of  the  intervening  pulmonary 
tissue  is  found  in  many  of  those  cases,  in  which  all  the 
growths  are  of  the  firm  grey  variety  ; but  when  there  are 
Tiumerous  yellow  or  soft  grey  nodules,  the  lungs  are 
nearly  always  more  or  less  congested  or  consolidated. 

'When  these  nodules  are  examiued  microscopically  they 
are  seen  to  exhibit  two  different  kinds  of  structure — viz., 
the  adenoid  structure  with  branched  multinucleated  cells, 
which  has  been  already  described  as  that  which  is  the 
most  characteristic  of  tuberculous  lesions,  and  accumula- 
tions of  eijithelial  cells  within  the  pulmonary  alveoli 
(catarrhal  pneumonia).  There  is,  however,  this  marked 
dift'erence  between  the  various  kinds  of  nodules — that 
whereas  the  smaller  firm  grey  ones  are  constituted 
entirely  of  the  first-named  tissue,  the  larger  soft  grey, 
and  most  of  the  yellow  ones,  consist  largely  of  the  alveo- 
lar accumulations. 

Firstly,  with  regard  to  the  soft  grey  and  yellow  nodules. 
Many  of  these  when  examined  with  a low  magnifying 
power  present  the  appearance  represented  in  Fig.  62, 
the  nodules  being  apparently  made  up  of  accumula- 
tions within  the  alveolar  cavities.  When  more  highly 
magnified  their  constitution  at  once  becomes  evident 
(Fig.  63).  Their  central  portions  (c)  consist,  for  the 
most  part,  of  a structureless  granular  debris,  in  which, 
perhaijs,  here  and  there,  traces  of  formed  elements 
are  visible.  More  externally,  are  seen  indications  of 
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ah'eoli.wliichare  filled  with  partially  degenerated  epithelial 
cella  {h),  whilst  in  the  peripheral  portions  of  the  growth 
(a)  the  alveolar  cavities  are  quite  distinct,  their  walls  are 
slightly  infiltrated  with  an  adenoid  growth,  and  their  cavi- 
ties contain  epithelial  cells  and  sometimes  a small  amount 
of  fibrinous  emdation.  In  other  nodules  there  is  no  such 


Fig.  C2. 


A Yellow  Tubercle  from  the  Luny  in  a rase,  of 
Acute  Tuln-rrtilosis.  Showing  tho  acciumilations 
within  tho  alveoli  at  the  peripheral  portions  of 
tho  nodule,  and  the  degeneration  in  tho  centre. 

X 33. 

extensive  necrosis,  hut  the  adenoid  thickening  of  the 
alveolar  walls  is  much  mor-e  marked,  and  the  alveo- 
lar cavities  contain  either  distinct  ejiithelial  elements,  ill- 
defined  masses  which  apparently  consist  of  confluent 
epithelium,  or  large  multinucleated  cells  (Fig.  61) ; these 
last-named  cells  originating,  as  described  by  Dr.  Klein, 
from  the  alveolar  epithelium.* 


• These  largo  multinucleated  cells  are  stated  by  Dr.  Klein  (toe.  cit.) 
to  originate  cither  by  tho  fusion  of  the  alveolar  epithelium,  or  by 
the  excessive  development  of  one  epithelial  cell.  Since  the  piiblf- 
cation  of  Dr.  Klein’s  statement  1 have  Ireiiuently  observed  these 
cells  situated  distinctly  in  the  alveolar  cavities,  and  1 have  no 
doubt  they  originate  in  the  way  he  describes. 
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-•<  mmll  portion  of  the  most  external  part,  of  a Yellow  'I'u- 
bercle  from  the.  Lung  in  a case,  of  Acute  Tubercnlosis.  Most 
externully  at  a are  seen  the  alveoli  filled  with  epithelial 
cells,  and  the  alveolar  walls  are  slightly  thickened  by  an 
adenoid  growth.  More  internally  at  b both  the  alveolar 
walls  and  the  epithelial  contents  are  soon  in  the  process  of 
degonenition  ; whilst  in  the  central  portions,  c,  the  dege- 
neration is  so  far  advanced  that  all  trace  of  sti-ucture  is 
lost.  X 111). 

Fig.  64. 


A portion  of  the  more  external  part  of  a soft  grey  Tubercle 
from  the  Lung  in  a case  of  Acute  Tuberculosis.  Showing  the 
extensive  adenoid  thickening  of  the  alveolar  walls,  and 
a large  multinucleated  cell  within  the  alveolar  cavity. 

X 100. 
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The  histological  characters  of  the  smaller  firm  grey 
nodules  differ  from  the  preceding.  These,  when  examined 
with  a low  magnifying  power,  appear  as  little  somewhat 
spheroidal  masses,  the  cellular  elements  of  which  are 
often  to  be  seen  grouped  around  sej^arate  centres  (Fig.  65). 
When  more  highly  magnified  these  centres  are  seen  to 
consist  of  the  large  multinucleated  branched  cells  already 

Fig.  C5. 


yf  firm  Clrey  Tuherrh’  from  the  Lumj  in  a cnse  of  Acute 
Tiiherciilosis.  Showiiif;  tlie  a,pparuut  situation  of  tiip 
noilul(!  Iii'tween  thu  alveoli,  and  the  grouping  of  tlic 
elements  arouud  separate  centres,  x 33. 

ilescribed  (sec  Fig.  58),  and  the  small-celled  structure 
grouped  around  them  is  adenoid  tissue ; the  large  cells 
having  originated  within  the  alveoli,  the  adenoid  tissue  in 
the  alveolar  walls.  This  adenoid  structure  at  the 
peripheral  portions  of  the  nodules  extends  into  and  pro- 
duces a thickening  of  the  walls  of  the  alveoli  with  which 
the  nodule  is  incorporated  (Fig.  66).  In  many  of  the 
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uodules  the  central  portions  have  undergone  retrograde 
changes  and  are  caseous. 

Eespecting  the  caxrse  of  these  differences  in  the  histolo- 
gical characters  of  the  miliary  lesions  in  the  lungs — I 
believe  them  to  dejxend  upon  differences  in  the  age  of  the 
uodules,  and  in  the  intensity  of  the  tuberculous  process.  If 
the  intensity  of  thepi'ocess  he  very  considerable,  the  nodules 
will  consist  almost  exclusively  of  accumulations  of  epithe- 
lium and  fibrinous  exudation  within  the  pulmonary  alveoli. 

Fig.  66. 


A small  portion  of  the  most  external  part  of  a firm  Grey 
Tubercle  from  the  Lung  in  a case  of  Acute  Tuberculosis. 
Showing  the  incoiporation  of  the  nodule  with  the  alveolar 
wall  a.  X 270. 


and  the  nodule  will  rapidly  undergo  disintegration.  (See 
Figs.  62  and  66.)  If  the  process  he  less  intense,  and  the 
nodules  attain  a more  advanced  age,  the  necrosis  will  be 
less  rapid  and  complete,  the  development  of  adenoid 
tissue  in  the  alveolar  walls  will  be  greater,  and  the 
epithelial  elements  may  form  large  muUnucleated  cells. 
(See  Fig.  64.)  Lastly,  in  the  least  severe  and  most 
chronic  processes,  the  development  of  multinucleated 
elements  and  the  formation  of  the  network  of  branched 
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cells  reaches  its  inaxinimn  (see  Pigs.  .58  and  65),  necrosis 
takes  place  slowly  in  the  central  jiortious  of  the  nodule, 
and  there  is  often  considerable  fibroid  induration  of  the 
new  tissue.  There  is  thus  a close  analogy  between  the 
tissue-changes  resulting  from  tuberculosis  of  the  lungs 
and  those  which  result  from  other  inflammatory  processes. 
(See  “ Chronic  Inflammations.”)  The  necrosis  of  the 
lesions  is  mainly  owing  to  the  intei'ference  with  their  vas- 
cular supply  caused  by  the  pressui’e  exercised  upon  the 
blood-vessels  by  the  intra-alveolar  accumulations,  and  the 
obliteration  of  the  vessels  by  the  adenoid  growth  in  the 
alveolar  walls.  In  the  most  acute  forms  of  the  disease  it 
probably  also  partly  depends  upon  inflammatory  blood- 
stasis. 


CHAPTER  XXVII. 


PYAEMIA  AND  SEPTICAEMIA. 


The  diseases  known  as  Pyaemia  and  Septicremia  resi;lt 
from  the  absorption  and  dissemination  of  certain  infective 
substances  derived  from  some  focus  of  acute  inflamma- 
tion. In  these  diseases,  therefore,  as  in  acute  tuberculosis, 
we  have  a focus  of  inflammation  from  which  the  infective 
substiinces  are  derived,  the  general  dissemination  of  these 
substances,  and  the  secondary  processes  to  which  they 
give  rise. 

When  a jDorsoii  receives  an  external  injury  suflicieut  to 
cause  an  inflammatory  jrrocess  of  considerable  extent  and 
intensity  in  the  part  injured,  this  process  is  usually  fol- 
lowed by  a general  disorder  of  the  vital  functions,  the 
most  prominent  symptom  of  which  is  pyrexia.  This 
l>yrexia,  which  so  commonly  occurs  after  surgical  opera- 
tions and  other  extensive  local  injuries,  is  what  is  usually 


known  as  traumatic  or  inflammatory  fever.  Respecting 
the  cause  of  this  pyrexia — it  is  jjrobably  mainly  due  to  the 
absorption  of  some  of  the  products  of  the  local  inflamma- 
tory pi'ocess,  and  of  substances  resulting  from  the  decom- 
position of  dead  organic  matter  in  the  neighbourhood  of 
the  injury.  In  other  words,  the  pyrexia  and  other  pheno-  ^ 
mena  result  from  the  dissemination  of  certain  infective  i 
materials  from  a focus  of  acute  inflammation. 

Closely  allied  to  this  traumatic  or  inflammatory  fever  is 
the  condition  known  as  septicaimia.  Here,  also,  there  is 
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an  absorption  of  certain  infective  substances  from  some 
inflammatory  lesion,  but  the  general  disturbance  of  the 
vital  functions  to  which  they  give  rise  is  much  more  con- 
siderable. They  cause  not  only  pyrexia,  but  frequently 
also  vomiting  and  diarrhcca,  and  ultimately  a condition 
of  coma  and  collapse  which  tends  to  terminate  in  death. 
Septicaemia  appears  therefore  to  differ  from  simple  trau- 
matic fever  maiidy  in  this — that  in  it  the  general  inl'ec- 
tive  process  is  one  of  much  greater  intensity.  In  both 
there  is  usually  an  absence  of  any  characteristic  local 
lesions.  After  death  decomposition  takes  place  very 
rapidly.  The  blood  is  found  to  be  somewhat  darker  and 
less  firmly  coagulated  than  natural ; the  spleen  andliver  are 
enlarged,  friable,  and  abnormally  vascular ; and,  if  there 
has  been  diarrhoea,  the  intestinal  mucous  membrane  may 
present  the  apiiearance  of  acute  catarrhal  inflammation, 
with  some  swelling  of  the  lymphatic  structures.  In  some 
cases  also  there  is  pleurisy  or  pericarditis. 

The  general  infective  process  known  as  pycemia  differs 
from  both  traumatic  fever  and  septicaemia  in  this  respect 
— that  in  it  the  dissemination  of  the  infective  substances 
derived  from  the  inflammatory  focus  gives  rise  not  only 
to  that  general  disturbance  of  the  vital  functions  which 
characterises  these  two  conditions,  but  also  to  the  forma- 
tion of  metastatic  nodules  of  induration  which  soon 
assume  the  character  of  abscesses,  and  to  more  diffused 
inflammatory  lesions.  These  metastatic  nodules  of  indu- 
ration which  so  quickly  become  purulent,  and  are  so 
characteristic  of  the  disease,  present  certain  peculiarities. 
In  their  eai-lier  stages  they  usually  consist  of  somewhat 
reddish,  friable,  granular-looking  masses  of  consolidation, 
which  are  surrounded  by  a thin  zone  of  red  hypermmic 
tissue.  These  masses  are  frequently  wedge-shaped,  the 
apex  of  the  cone  being  towards  the  centre  of  the  organ. 
They  vary  considerably  in  size,  some  not  being  larger 
than  a small  pea,  whilst  others  exceed  the  size  of  a chest- 
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nut.  The  consolidated  mass  soon  assumes  the  characters 
of  an  abscess.  Its  more  central  portions  become  softened 
and  purulent,  and  ultimately  it  tends  to  become  converted 
into  a collection  of  pus  and  broken-down  tissue,  this  being 
still  surrounded  by  a thin  red  zone  of  induration. 

These  metastatic  abscesses  are  met  with  most  frequently 
m the  lungs  ; but  they  also  occur  in  the  liver,  si^leen,  kid- 
neys, and  in  other  internal  organs.  They  are  more  com- 
monly found  near  the  surface  than  in  the  more  internal  j 
portions  of  the  organ,  often  being  situated  immediately 
beneath  the  fibrous  capsule. 

The  more  diffused  inflammatory  processes  which  also 
occur  in  jiymmia,  consist  chiefly  in  suppurative  arthritis 
and  inflammation  of  the  serous  membranes,  especially  of 
the  iDleimn  and  pericardium. 

Although  the  occurrence  of  metastatic  abscesses  in  the 
later  stages  of  many  of  these  acute  infective  processes  has 
served  as  a basis  for  their  classification — those  in  which 
they  occur  being  termed  pyasmic,  those  in  which  they  are] 
absent,  septicmmic — I agree  with  those  who  believe  that 
it  does  not  justify  the  conclusion  that  there  exists  between 
them  any  essential  pathological  difference.  Both  pj^mmia 
and  septicmmia  probably  result  from  the  absorption  of 
the  same  infective  substance,  although  the  intensity  of  its 
infective  proi^erties  may  vary  very  considerably.  Thej 
effect  of  this  substance  may  be  simj)ly  to  produce  a general 
disturbance  of  the  vital  functions — a septicmmia ; or, 
more  remotely,  to  cause  various  disseminated  sup^Durative 
inflammations — a pyaemia ; and  as  in  other  acute  infective 
diseases — e.y.,  scarlet  fever,  death  may  result  from  the 
general  disturbance  of  function  quite  indepeudently  of 
any  local  lesions,  so  in  the  diseases  now  under  considera- 
tion a septicaemia  may  be  the  cause  of  dissolution  without 
the  occurrence  of  any  of  those  metastatic  prodiicts  which 
are  regarded  as  characteristic  of  pyaemia.  Such  being 
the  case,  it  is  evident  that  whereas  a septicaemia  may 
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exist  \vithout  the  subsequent  devclo2iment  of  metastatic 
lesions — a pymmia,  jJyiBniia  must  always  be  associated 
with  more  or  less  sei:>tica3mia.  In  other  words,  iiycemia^ 
is  a se2:iticfemia  in  which  there  are  metastatic  sujq^urative 
inflammations. 

Having  thus  iDoiuted  out  the  close  jiathological  relation 
which  subsists  between  these  two  infective  i>rocesses,  it 
remains  to  consider  the  nature  of  the  infective  substance 
and  the  circumstances  under  which  it  is  jn-oduced,  its 
absorjition  and  dissemination,  and  subsequently  to  ex- 
plain the  occurrence  of  the  metastatic  lesions. 

The  infective  substance,  as  already  stated,  originates  in 
connection  with  the  i^roducts  of  an  inflammatory  jwocess. 
With  regard  to  its  nature — we  are  at  2)resent  unable  to 
speak  certainly.  Its  jDrodirction,  however,  apj^ears  to  be 
invariably  associated  with  the  jiutrid  decomj)osition  of  the 
inflammatory  liquids. 

It  is  well  known  that  the  ordinary  putrid  decomposition 
of  albuminous  liquids  is  always  associated  with  the  pre- 
sence in  them  of  minute  organisms  tei-med  bacteria,  the 
most  common  form  of  which  are  little  rod-shaped  bodies, 
such  as  are  represented  in  the  accomjianying  drawing 
(Fig.  67).  In  a series  of  observations  made  in  the  labo- 
ratory of  the  “ Brown  Institution”  with  the  object  of 
determining  the  nature  of  the  jiymmic  poison.  Dr.  Burdon- 
Sanderson  found  that  these, or  similar  organisms, abounded 
in  all  the  inflammatory  liquids,  and  sometimes  existed  in 
the  blood,  of  animals  in  which  pymmic  processes  had  been 
artiflcially  induced.*  These  organisms  he  divides  into  two 
groups — rod-shaped  bodies  endowed  with  the  power  of 
spontaneous  movement,  similar  to  the  smallest  forms  repre- 
sented in  Fig.  67  {bacterium  vibrio),  and  dumb-bell  forms  ' 
which  have  no  jmoper  movement  (bactermm  varicosum). 
When  liquids  derived  from  pytcmic  inflammations  are 
injected  into  the  circulation,  or  into  one  of  the  serous 
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cavitiesof  an  animal, theyproducethesymptomsof  pyjemia, 
and  Dr.  Sanderson  finds  tliattlie  intensity  of  these  symp- 
toms appears  to  bear  some  direct  relation  to  the  number 
and  forms  of  bacteria  which  the  infective  liquids  contain. 
Those  animals  which  were  inoculated  with  liquids  con- 
taining numerous  minute  rod-shaped  bacteria,  died  rapidly 
with  symptoms  of  sej^ticaemia ; whereas  in  those  in  which 


Fig.  C7. 


Fcetid  Pus  from  an  Empymmn.  Showing  bacteria 
amongst  the  inis-corjmscles.  The  bacteria  were 
very  active,  x (ilJU. 

the  inoculated  liquids  contained  fewer  bacteria  of  a dumb- 
bell form,  the  process  was  more  protracted  and  was 
attended  by  the  develoj:)ment  of  metastatic  abscesses — a 
pyaemia.  The  results  of  these  investigations  therefore 
show  that,  in  the  lower  animals,  bacteria  are  invariably 
present  in  liquids  which  are  cajDable  of  inducing  pyaemic 
processes,  and  they  thus  tend  to  confirm  the  statement 
which  has  already  been  made,  that  the  development  of 
pyaemic  processes  in  man  appears  to  be  invariably  asso- 
ciated with  the  puti'id  decomposition  of  an  inflammatory 
product — a decomposition  which  is  always  attended  by 
the  presence  of  bacteria. 

\Vdiilst  it  must  thus  be  admitted  that  bacteria  are  inva- 
riably present  in  liquids  which  are  cajeable  of  inducing 
pyaemic  processes,  it  is  probable,  according  to  Dr.  San- 
derson, that  the  development  of  the  pymmic  poison,  al- 
though associated  with,  is  something  quite  distinct  from, 
the  process  of  simple  putrefactive  decomposition ; for,  as 
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lie  has  shown,  tbe  virulence  of  pyaemic  liquids  is  dinii-  / 
nished  hy  their  being  kept.  In  conclusion,  all  that  we 
are  at  present  able  to  state  with  any  degree  of  certainty 
respecting  the  nature  of  the  i^yajmic  poison  is,  that  its 
development  appears  to  be  invariably  associated  with  the 
putrid  deconqDOsition  of  inflammatory  products,  and  that 
the  liquids  in  which  it  is  generated  contain  those  low  orga- 
nisms which  always  accompany  the  ordinary  process  of 
putrefaction,  and  possibly  also  other  organisms  which  are 
specific.* 

Another  important  point  in  connection  with  the  develop- 
ment of  the  23ymmic  poison  is  the  fact  that  the  inflamma- 
tory focus  in  which  it  originates  is,  in  the  majority  of 
cases,  the  result  of  some  external  injury — an  injury  pro-| 
duciug  a lesion  which  communicates  with  the  external  air. 
That  this  should  be  so,  will  be  readily  understood  when  it 
is  remembered  that  the  decomposition  of  animal  fluids  is 
materially  hastened  by  free  exposure  to  atmosjoheric  in- 
fluences. 

Allusion  must  here  be  made  to  the  great  proneness  of 
pymmic  pi'ocesses  to  occur  where  jiersons  with  ojien  wounds 
are  concentrated  together,  as  in  hospital  wards.  In  ex- 
planation of  this,  it  must  be  remembered,  as  iminted  out 
by  Mr.  Savory,  that  the  decomjjosition  of  an  animal  fluid 
is  hastened  by  the  introduction  into  it  of  any  other  animal 
matter  which  is  also  undergoing  active  putrefactive 

change.f 

Although  py<emia  thus  usually  results  from  external 
inflammations,  it  sometimes  occurs  under  circumstances 
in  which  no  external  point  of  inflammation  is  discover- 
able, and  the  inflammatory  focus  is  situated  internally. 

* (!ohn  states  tliat  tliero  are  bacteria  found  in  infective  diseases 
which  are  quite  distinct  from  those  forms  wliiidi  accompany  ordi- 
nary putrefactive  decomposition.  See  “ Quarterly  Journ.  Micr. 
Science,”  1H7I3,  p. 

+ “Discussion  on  ryoemia  at  Clinic.al  Society,”  Mr.  Savory. 

“ 'rrans.  Clin.  Soc.  bond.,  ’ Vol.  vii.  p.  l.xxvi. 
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As  an  example  of  this  may  be  mentioned  cases  of  pymmia 
resulting  from  acute  necrosis  of  bone.  In  explanation  of 
these  cases  the  results  of  Dr.  Sanderson’s  experiments, 
abeady  alluded  to,  are  of  much  value.  Dr.  Sanderson 
finds  that  pymmia  may  be  induced  in  the  lower  animals 
by  the  introduction  into  one  of  their  aerons  cavities  of 
liquids  produced  by  an  inflammatory  process  which  has 
been  set  up  by  chemical  agents  under  circumstances  which 
preclude  the  possibility  of  the  introduction  of  any  infect- 
ing substances  from  without — liquids,  however,  which,  like 
those  derived  from  an  external  inflammatory  lesion,  abound 
in  bacteria. 

Having  discussed  the  nature  of  the  pyasmic  poison,  and 
the  circumstances  under  which  it  originates,  it  remains  to 
consider  how  it  becomes  absorbed  and  is  disseminated. 
Decomposing  fluids  in  contact  with  inflamed  tissues — 
fluids  capable  of  producing  the  most  intense  pysemic 
processes  if  artificially  inoculated — do  not  always  become 
absorbed.  The  causes  which  in  some  cases  favour  their 
absorption,  and  in  others  prevent  it,  must  be  looked  for, 
according  to  Mr.  Savory  [loc.  cit.),  in  the  condition  of  the 
inflamed  tissues  with  which  they  are  in  contact.  Bill- 
roth and  others  have  shown,  experimentally,  that  when 
granulations  are  healthy  they  offer  a decided  obstacle  to  '; 
the  absorption  of  fluids  from  their  surface,  but  when  they ' 
become  partially  destroyed,  or  are  in  an  unhealthy  condi- 
tion, fluids  readily  permeate  them.  It  must,  then,  be  con- 
sidered as  exceedingly  probable  that  the  absorption  of  the 
pymmic  poison  is  intimately  connected  with  some  abnor- 
mal condition,  due  to  injury  or  disease,  of  the  inflamed 
tissues  with  which  it  is  in  contact.  The  j)oison,  when 
absorbed,  is  disseminated  by  means  of  the  veins  and  lym- 
phatics. 

The  remaining  point  for  consideration  is  the  pathology 
of  the  disseminated  secondary  inflammations — the  diffuse 
lesions  and  the  metastatic  abscesses.  The  most  common 
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diffuse  inflammatory  lesions  wliicli  result  from  tlie  pyaomic 
process  are  suppurative  arthritis,  inflammation  of  the 
serous  membranes,  and  of  the  subcutaneous  cellular 
tissue.  The  mode  of  origin  of  these  diffused  inflamma- 
tory processes  we  are  unable  certainly  to  explain.  They 
probably  occupy  the  same  pathological  position  as  the 
diffuse  inflammations  which  occur  in  other  infective 
diseases — e.y.,in  scarlet  fever  and  acute  tuberculosis. 

Our  knowledge  of  the  joathology  of  the  metastatic 
abscesses  is  much  more  complete.  These  appear  usirally 
to  he  of  emholic  origin,  the  emboli  originating  in  the 
venous  thrombi  which  form  at  the  foci  of  the  primary 
or  secondary  inflammations.  The  circumstances  under 
which  thrombi  formed  in  the  vessels  of  a part  become 
softened  or  broken-up,  so  as  to  furnish  embolic  plugs, 
and  the  way  in  which  these  plugs  may  set  uj)  acute  in- 
flammatory processes  at  the  scat  of  their  arrest,  will  be 
fidly  described  in  the  chai^ters  on  “Thrombosis”  and  “ Em- 
bolism.”* It  will  be  sufficient  in  the  present  place  to 
state  that  in  the  course  of  a pymmic  process  the  coagula 
which  form  in  the  vessels  at  the  seat  of  the  pymmic  in- 
flammations become  infected  with  the  pymmic  poison, 
and  if  they  soften  or  become  broken-up  so  as  to  furnish 
embolic  plugs,  these  plugs  cause  secondary  suppurative 
processes  in  the  parts  in  which  they  become  arrested ; and 
it  is  to  the  dissemination  of  these  infective  emboli  that 
the  formation  of  the  majority  of  the  metastatic  abscesses 
in  pyaemia  is  owing. 


* The  student  will  do  well  to  read  the  chapters  on  “ Throm- 
bosis” and  “ Embolism”  as  a sequel  to  the  present  chapter. 
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SYPHILIS. 

The  lesions  occurring  in  the  course  of  constitutional 
syphilis  are  for  the  most  part  inflammatory  in  their 
nature,  but  in  their  seat,  distribution,  and  histological 
characters,  some  of  them  present  certain  pecuharities 
which  make  them  quite  characteristic  of  this  disease.  The 
primary  syphilitic  lesion  (usually  the  indurated  chancre), 
the  secondary  lymphatic  gland  enlargement,  and  the  sub- 
sequent series  of  changes  in  the  skin,  mucous  membranes, 
and  later — in  the  nervous  system,  bones,  and  internal 
organs,  are  all  of  them  the  results  of  chronic  inflamma- 
tory processes  induced  by  the  syphilitic  iDoison. 

The  lesions,  however,  which  must  be  regarded  as 
especially  characteristic  of  constitutional  syphihs  are  of 
two  kinds — certain  flbroid  indurations,  and  a form  of 
nodular  growth  which  is  known  as  a gumma  or  syphilitic 
tumour.  These  two  forms  of  lesion  are  vei-y  frequently 
associated,  and  in  many  cases  it  becomes  difficult  to  draw 
a line  of  demarcation  between  them.  A fibroid  lesion  is 
sometimes  simply  the  remains  of  what  was  previously  a 
gummy  tumour. 

Fibroid  growths  nnassociated  with  gummata,  usually 
occur  somewhat  earlier  in  the  course  of  constitutional 
syphilis  than  the  gummy  tumours.  They  consist  in  the 
first  place  of  an  embryonic  smaU-celled  tissue,  which  sub- 
sequently becomes  developed  into  a fibroid  or  adenoid 
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structure  (see  “ Inflammation  of  Common  Connective 
Tissue”).  The  fibroid  thickenings  which  result  are  cha- 
racterised by  their  localisation  and  by  the  ii-regularity  in 
their  distribution.  They  occupy,  for  the  most  part,  siaaf/A 
areas,  the  surroioniling  tissues  being  unaffected.  It  is  these  | 
peculiarities  in  their  distribution  and  localisation,  and  not 
their  histological  characters,  which  render  them  so  charac- 
teristic of  syphilis. 

These  fibroid  changes  are  met  with  in  various  situations 
— in  the  periosteum,  in  the  sheaths  of  nerve-trunks,  in  the 
capsule  and  interstitial  tissue  of  organs,  and  in  muscle. 
When  occurring  in  the  capsules  of  organs  they  present  very 
characteristic  appearances.  In  the  liver  and  spleen,  where 
they  are  the  most  frequent,  they  give  rise  to  an  irregu- 
larly distributed  thickening  and  puckering  of  the  capsule 
which  is  exceedingly  typical  of  advanced  syphilis.  The 
thickened  portions  are  usually  connected  with  dense 
fibroid  septa  which  pass  into  the  interior  of  the  organ  ; 
and  there  are  frequently  also  numerous  strong  peritoneal 
adhesions.  The  gummy  masses  about  to  be  described  are 
very  often  to  be  found  in  the  midst  of  the  fibroid  growth. 

The  other  variety  of  lesion,  which  is  perhaps  more 
characteristic  of  syphilis  than  the  preceding,  and  vei-y 
frequently  associated  with  it,  is  the  gumma  or  syphilitic 
tumour.  The  gummata  were  formerly  regarded  as  non- 
inflammatory neoplasms,  and  were  classified  by  Virchow 
amongst  what  he  termed  the  “granulation”  tumo\irs.  As 
usually  met  with,  they  are  moderately  firm  yellowish- 
white  nodules,  having  olteii,  on  section,  somewhat  the 
appearance  of  a horse-chestnut.  They  vary  in  size  from 
a hemp-seed  to  a walnut,  and  are  surrounded  by  a zone  of 
translucent  fibrous-looking  tissue,  which  sometimes  has 
the  appearance  of  a cajisule,  and  which  is  so  intimately 
associated  with  the  surrounding  structures  that  the  com- 
plete enucleation  of  the  mass  is  impossible.  In  the 
earlier  stages  of  their  develov>meut,  when  they  loss  com- 
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monly  come  under  observation,  they  are  much  softer  in 
consistence,  more  vascular,  and  of  a reddish-white  colour ; 
whilst  in  their  most  advanced  stages,  owing  to  extensive 
retrogressive  changes,  they  may  be  distinctly  caseous. 

When  the  gumniata  are  examined  microscopically  they 
are  found  to  consist  in  the  main  of  atrophied,  degene- 


Oiimmi/  (iroifth  from  Liver,  a.  lestcrin,  amongst  which  may 


a more  corajjletely  fibidllated  structure ; whilst  the  periphe- 
ral portions  of  the  growth,  which  are  continuous  with  the 
surrounding  tissue,  consist  entirely  of  small  round  cells — 
the  granulation  or  “ indifferent”  cells.  (Fig.  68,  h,  and 
Fig.  69.)  The  blood-vessels,  which  only  exist  in  the  ex- 
ternal portions  of  the  growth,  are  very  few  in  number. 

The  three  zones  above  described,  which  are  to  be  dis- 
tinguished more  or  less  clearly  in  most  of  the  gummy 
nodules,  correspond  with  three  different  stages  in  their 
growth.  The  most  external  zone,  consisting  of  the  gra- 
nulation-tissue, represents  the  early  stage  of  develop- 
ment, and  by  the  continuous  formation  of  this  tissue  the 
growth  may  continuously  increase.  The  intermediate 
tibi'ous  zone  represents  the  second  stage  in  the  process — 


Fig.  68. 


rated,  and  bi'oken-down  cell- 
products,  embedded  in  an  in- 
completely fibrillated  tissue. 
There  are,  however,  some 
marked  structural  differences 
between  the  central  and  ex- 
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s The  central  iDortions  are 
composed  almost  entirely  of 
. closely-packed  granular  de- 
bris, fat  granules,  and  cho- 


directly  continuous  with  it  is 
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the  development  of  the  granulation  tissue  into  a more  or 
less  completely  fibrillated  structtire.  The  characters  of 
this  fibrillated  tissue  vary  in  different  growths.  In  some 
the  fibrillation  is  very  distinct ; in  others,  the  tissue  is 
dense  and  cicatricial  in  character ; whilst  less  frequently,  it 
consists  of  a i-eticulated  structure  within  the  meshes  of 


Fig.  G9. 


The  I'erijiheral  J’orthm  cf  ii  (litmiiiii  (Inneth  in  the 
Kidm-ii.  Showing  the  wmall-CL'lled  growth  in  the 
iutertubiilar  tissue,  x 2UU. 

which  are  grouped  round  small  cells.  (“  Adenoid  tissue;" 
compare  with  I’ig.  74,  a.)  (Fig.  70.)  The  central  zone,  con- 
sisting of  the  amorphous  granular  material,  represents  the 
oldest  portion  of  the  growth — that  which  has  undergone  re- 
trogressive changes.  The  blood-vessels,  which  only  exist  in 
the  zone  of  proliferation,  appear  to  become  obliterated  in 
the  process  of  development;  and  this  proltably  accounts 
for  the  rajiid  degeneration  of  the  central  portions  of 
the  growth.  AVhen  the  tumour  is  large,  it  may  some- 
times be  seen  to  be  made  up  of  several  distinct  smaller 
growths,  each  presenting  at  its  circumference  the  more 
perfect  cells,  whilst  its  central  parts  are  granular  and 
amorphous. 

It  would  thus  appear  that  the  first  stage  in  the  process \ 
of  formation  of  these  gummy  growths  comsists  in  the  pro- 
duction of  a small-celled  granulation  tissue.  This  is  fol- 
lowed by  the  incomplete  development  of  the  new  tissue 
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iuto  a fibrillated  or  adenoid  structure,  together  with  the 
atrophy  and  degeneration  of  the  young  elements.  The 
degenerated  elements  become  closely  packed  in  the  centre 
of  the  growth,  whilst  proliferation  and  incomplete  fibrilla- 
tion continue  at  the  circirmference.  The  central  portions 
of  the  growth  may  irltimately  become  calcified,  but  more 
commonly  they  gradually  become  absorbed,  and  a mere 
puckered  fibrous  cicatrix  occupies  the  seat  of  the  original 
tumour.  This  is  one  of  the  ways  in  which  the  fibroid 
lesions  originate. 

Fin.  70. 


From  a (lummu  (•’roiclh  in  ilia  Khtneu.  Showing 
tho  aikinoid  structure  occasionally  mst  with  in  the 
intermediate  zone  of  these  formations,  x 200. 

The  gummata  are  the  new  formations  most  characte- 
ristic of  syphilis,  and  their  distribution  is  almost  co-exten- 
sive  with  that  of  syphilitic  lesions.  They  are  met  with 
in  the  skin  and  subcutaneous  cellular  tissue,  in  the  sub- 
mucou.s  tissue,  in  muscle,  fasciae,  bone,  and  in  the  connec- 
tive tissue  of  organs — especially  of  the  liver,  brain, 
testicle,  and  kidney.  They  also  occur,  but  much  less  fre- 
quently, in  the  lungs  ; a^s  do  also  simple  localised  fibroid 
indurations.  When  situated  in  the  submucous  tissue  the 
mucous  membrane  usually  becomes  destroyed,  and  a deep 
ulcer  forms.  This  is  seen  in  the  pharynx,  soft  palate. 
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tongue,  larynx,  and  in  other  parts.  These  true  gummy 
ulcerations  must  he  distinguished  from  the  superficial 
ulcerations  resulting  from  inflammatory  processes  in  the 
lymphatic  structures,  which  also  occur  in  syphilis. 

SYPUILITIC  DISEASE  OF  THE  LIVEE. 

The  liver  is  one  of  the  most  frequent  seats  of  syphilitic 
lesions.  The  most  common  change  is  the  development  of 
fibroid  and  gummy  growths  in  the  substance  of  the  organ. 
These  growths  are  strictly  localised,  the  surrounding  liver- 
tissue  being  healthy.  The  growths — which  are  usually 
connected  with  fibroid  thickenings  of  the  capsule  — 
sometimes  consist  simply  of  a dense  fibi'oid  structure. 
More  commonly,  however,  gummy  masses  are  found  im- 
bedded in  the  fibroid  growth.  In  the  former  case  it  is 
possible  that  the  gummy  mass  may  have  become  absorbed, 
leaving  merely  its  fil3roid  cicatrix. 

The  development  of  these  growths  j)roduces  very 
marked  alterations  in  the  form  of  the  liver.  Scar-like 
depressions  are  seen  on  its  surface,  and  the  organ  is 
irregularly,  and  often  very  deeply  puckcretk 

A more  general  fibroid  change,  not  associated  with  the 
formation  of  gummy  masses,  but  closely  resembling  ordi- 
nary cirrhosis,  is  occasionally  met  with  in  the  liver  in 
infantile  .syphilis. 

Lastly,  it  must  be  mentioned  that  the  liver  in  syphilis 
is  frequently  amyloid.  ' 


It  is  unnecessary  to  describe  particularly  syphilitic 
lesions  in  other  organs,  as  they  all  present  the  same 
general  characters — viz.,  strictly  localised  fibroid,  or 
fibroid  and  gummy  growths. 


CIIAPTEE  XXIX. 


INFLAMMATION  OF  NON-VASCULAR  TISSUES. 

INFLAMMATION  OF  CARTILAGE. 

The  phenomena  of  aonte  inliamraatiou  in  cartilage, 
although  comparatively  rare  in  man,  have  been  studied 
by  the  artificial  irritation  of  the  articular  cartilages  in  the 
lower  animals.  They  consist  in  changes  in  the  cartilage 
itself,  and  in  the  vessels  of  the  adjacent  synovial  mem- 
brane and  bone,  from  which  the  cartilage  receives  its 
nutritive  supply.  Respecting  the  vascular  changes,  these 
are  such  as  have  been  already  described  as  characteristic 
of  inti  am  mat  ion. 

In  the  cartilage  itself,  the  cells  enlarge  within  their 
capsules,  their  nuclei  become  more  prominent  and  their 
protoplasm  more  granular.  The  cells  then  multiply  by 
simple  division,  so  that  each  cavity  contains  numerous 
young  cells  which  ultimately  closely  resemble  pus-cor- 
puscles. At  the  same  time  the  capsules  are  destroyed, 
and  the  intercellular  substance  softens  and  breaks  down 
into  a finely  granular  material.  (Rig.  71.)  As  the  in- 
tercellular substance  becomes  destroyed,  the  newly-formed 
cells  and  granular  debris  escape  from  the  surface  of  the 
cartilage,  which  thus  becomes  mregular,  presenting  nume- 
rous elevations  and  dej^ressions  : this  is  acute  ulceration 
of  cartilage.  Whilst  these  changes  are  taking  place  in 
the  cartilage  itself,  numerous  new  blood-vessels  are 
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formed  from  those  in  the  adjacent  bone  or  synovial 
membrane;  the  little  Ioojds  of  new  vessels  dipj)ing  iuto 
the  softened  cartilage.  This  process  of  softening  and 


Fig.  71. 


Si'i'tiim  of  liijltimed  C(irlil<if;o.  a.  'I'lic  normal  cartilap;e- 
cells.  b.  Tlie  same  enlargcal.  d.  MulHijIu-ation  of  cells 
within  their  capsules,  e.  Great  incn'ase  in  the  number  of 
the  youug  cells,  and  destruciion  of  the  intercellular  sub- 
stance. X 250.  (Cornil  and  llanvier.) 


ulceration  may  go  on  until  the  cartilage  is  complete!}' 
destroyed,  or  it  may  become  arrested.  In  the  latter  case 
the  young  cells  form  a granulation-tissue,  this  tissue 
fibrillates,  and  the  lost  cartilage  thus  becomes  replaced 
by  a fibroid  structure. 

When  the  inflammation  is  less  severe  and  runs  a more 
chronic  course,  the  cell-proliferation  is  not  so  active,  and 
the  intercellular  substance  is  less  destroyed.  The  newly- 
formed  cells  are  more  highly  organised,  and  whilst  many 
of  them  undergo  retrogressive  changes,  others  form  a 
fibi-illated  tissue.  Irregular  cavities  may  thus  be  pro- 
duced in  the  midst  of  a fibrillated  cartilage. 

Erosion  of  Cartilatje. — Allusion  must  be  lufide  here  to  a 
morbiil  condition  of  cartilage  which  is  exceedingly  common 
in  people  past  middle  life.  It  consists  in  the  occurrence 
upon  the  surface  of  the  articular  cartilages  of  small, 
yellowish,  Hocculent  spots,  which  gradually  increase  in 
size,  and  ultimately  break  down  and  become  destroyed, 
leaving  a superficial  erosion.  The  change  occurs  most 
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freqiiently  in  the  cartilages  of  the  patella  and  of  the  knee- 
joint,  and  in  other  situations  in  which  the  cartilages 
are  especially  subjected  to  pressure. 

When  the  diseased  portions  are  examined  microsco- 
pically, the  most  marked  alteration  is  seen  to  consist  in 
a fibrillation  of  the  intcrcelhdar  substance  of  the  carti- 
lage. Some  of  the  cartilage-cells  are  also  increased  in 
size  and  show  signs  of  proliferation  ; whilst  others  are  in 
various  stages  of  fatty  metamorphosis.  The  change 
appears  to  result  from  long-continued  irritation  due  to 
pressure,  and  it  may  he  regarded  as  an  irritative  process, 
in  which,  owing  to  the  natural  poverty  of  the  vascular 
supply,  retrogressive  changes  occupy  a very  prominent 
place. 

INFLAMMATION  OF  THE  CORNEA. 

The  process  of  inflammation  as  it  occurs  in  the  cornea 
has  been  chiefly  studied  in  the  frog.  After  irritation  of 
the  frog’s  cornea,  the  earliest  changes  observed  consist  in 
the  conjunctival  epithelium  becoming  visible,  and  in  the 
appearance  amongst  the  epithelial  cells  of  a few  leuco- 
cytes, which  have  probably  escaped  from  the  hyperaemic 
vessels  of  the  conjunctiva.  The  cornea-corpuscles  and 
their  prolongations  then  become  visible  (they  are  invisible 
in  the  healthy  cornea,  which  appears  perfectly  structure- 
less), and  the  prolongations  are  the  seat  of  slight  amoeboid 
movements.  At  a somewhat  more  advanced  stage  the 
cornea-corpuscles  become  altered  in  form,  their  prolonga- 
tions become  much  shorter,  they  lose  their  stellate  outline, 
and  gradually  assume  more  the  appearance  of  cartilage- 
cells.  The  next  change  observed  in  the  enlarged  and 
rounded  corpuscles  consists  in  their  2iroliferation,  and  in 
the  place  of  each  corpuscle  is  seen  a clump  of  young, 
round,  amoeboid  cells,  many  of  which  are  indistin- 
guishable from  the  living  corpuscles  of  pus. 

Whilst  these  changes  are  taking  jilace  in  the  corpuscles 
of  the  inflamed  cornea,  the  intercellular  substance  gra- 
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dually  becomes  increasing  opaque,  owing  to  its  infiltra- 
tion with  young  cellular  elements  (leucocytes).  These  are 
so  numerous  and  increase  so  rapidly,  that  they  must 
undoubtedly  be  regarded  as,  in  the  main,  emigrant  white 
blood-corpuscles  ; although  from  the  changes  observed  to 
take  place  in  the  earlier  stages  of  the  process  in  the  fixed 
elements  of  the  cornea,  it  must  be  admitted  that  they 
are  j^artly  derived  from  the  proliferation  of  the  cornea- 
corpuscles.  As  the  numl^er  of  these  young  elements  in- 
creases the  consistence  of  the  cornea  becomes  diminished, 
until  ultimately  the  tissue  breaks  down  and  is  destroyed. 

The  inflammatory  process  may  continue  until  the  whole 
of  the  substance  of  the  cornea  is  softened  and  destroyed ; 
or  it  may  become  arrested.  In  the  latter  case  more  or  less 
thickening  and  opacity  of  the  cornea  will  result,  owing  to 
the  increase  in  the  number  of  cells  and  the  changes  in  the 
intercellular  substance. 


CHAPTER  XXX. 


INFLAMMATION  OF  COMMON  CONNECTIVE  TISSUE. 

Common  connective  tissne  is  one  of  tlie  most  frequent 
seats  of  the  inflammatory  process,  not  only  the  subcuta- 
neous connective  tissue,  but  also  the  connective  tissue 
of  organs  and  of  other  parts. 

If  connective  tissne  be  examined  a few  hours  after  the 
infliction  of  an  injury,  it  will  be  found  that  in  place 
of  the  fibrillated  substance  and  fixed  connective-tissue 
cor]iuscles  of  which  it  is  normally  composed,  the  tissue  is 
infiltrated  with  aimnboid  cells  (leucocytes),  and  that  the 
fibrillated  intercellular  material  has  become  homogeneous 
and  gelatinous  in  consistence.  The  number  of  these  cells 
gradually  increases,  and  the  intercellular  substance  gra- 
dually becomes  more  completely  destroyed — being  pro- 
bably consumed  by  the  newly-formed  elements — so  that 
ultimately  the  tissue  consists  almost  entirely  of  small 
round  cells  held  together  by  a very  small  quantity  of  soft 
gelatinous  intercellular  material. 

Respecting  the  source  from  which  these  young  elements 
are  derived— f.e.,  how  far  they  are  emigrants,  and  how 
far  they  are  the  offspring  of  cells  belonging  to  the  con- 
nective tissue — there  appears  to  be  little  doubt  that  they 
are  almost  entirely  emigrants.  Although  it  was  formerly 
supposed  that  the  connective-tissue  corpuscles  multiplied 
very  rapidly  in  inflammation,  and  that  the  newl^'-formed 
cells  were  entirely  the  result  of  their  proliferation,  the 
recent  investigations  of  Professors  Cohnheim  and  Stricter 
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show  that  this  view  is  erroneous  ; and  according  to  Cohn- 
heim,  these  corpuscles  take  no  part  whatever  in  the  in- 
daminatory  process.  Professor  Strieker,  however,  has 
observed  them  undergoing  active  movements  in  the  in- 
flamed tongue  of  the  frog,  and  although  he  has  never 
seen  them  divide,  he  concludes  that,  like  the  elements  of 
most  other  tissues,  they  probably  do  so  in  tbe  latter  stages 
of  the  inflammatory  process.  The  present  state  of  our 
knowledge  respecting  inflammation  of  connective  tissue 
would  therefore  appear  to  justify  the  conclusion  that  in 
the  early  stages  of  the  process  all  the  young  cells  are 
emigrants,  but  that  most  probably  in  the  latter  stages 
many  of  them  are  derived  from  the  proliferation  of  the 
connective-tissue  corpuscles. 

Such  being  the  nature  of  the  changes  which  more 
immediately  follow  injurious  stimulation  of  the  connec- 
tive tissue — the  inflammatory  process  may  terminate  in 
rfisolution,  in  orcjanisatlon,  or  in  stqquiratiuu. 

Rksoi.ution. — If  the  injury  sustained  by  the  tissue  is 
not  severe,  the  inflammation  may  gradually  subside,  the 
pi’ocess  terminating  in  resolution.  In  this  case  the 
hyperaemia  diminishes,  the  emigration  ceases,  some  of  the 
young  cells  undergo  fatty  metamorphosis  and  thus  be- 
come absorbed,  others  pass  into  and  are  removed  by  the 
lymphatics,  and  the  tissue  gradually  returns  to  its 
normal  condition. 

OuG.\NiSATioN. — If  the  inflammatory  j^rocess  does  not 
terminate  in  resolution,  many  of  the  young  cells  may 
become  more  fully  developed  and  ultimately  form  a 
flbrillated  tissue.  This  organisation  of  the  inflammatory 
formation  is  seen  in  the  healing  of  wounds  by  the  “ first 
intention,”  and  also  in  many  of  the  chronic  inflamma- 
tions of  the  kidney,  liver,  and  other  organs.  In  order 
for  it  to  occur  it  is  necessary  that  there  should  be  a con- 
siderable diminution  in  the  intensity  of  the  inflammation. 
(See  “ Chronic  Inflammations.”) 
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The  process  of  organisation  takes  jjlace  hy  the  produc- 
tion of  new  capillaries  and  hy  the  development  of  the 
young  cells  into  a grauulation-tissue.  This  granulation- 
tissue  consists  almost  entirely  of  young  cells,  which  must 
be  regarded  as  exhibiting  a somewhat  higher  stage  of 
development  than  the  primary  amoeboid  cells  (leucocytes) 
of  the  inflammatory  formation.  They  are  spherical  masses 
of  protojflasiu  from  i-g’oo  awW  i*’^ch  in  diameter, 

usually  containing  an  indistinct  round  or  roundly-oval 
nucleus,  which  otten  only  becomes  visible  after  the  addi- 
tion of  acetic  acid ; and  although  they  exhibit  slight 
amceboid  movements,  they  are  much  less  active  than  the 
emigrant  blood-corpuscles.  The  further  organisation  of 
the  growth  takes  place  by  the  development  of  this  granu- 
lalion-tissTie  into  a fibrillatcd  or  adenoid  structure.  The 


Fig.  72. 


Vnru't'ws  of  new  Groriik  resultiiic/  from  chronic  Inflam- 
mation of  Connective  Tissue. — A au  adenoid,  li  a fibroid 
structure,  x 200. 

granulation-cells  diminish  in  number,  many  of  them  fre- 
quently become  spindle-shaped,  the  newly-formed  capil- 
laries gradually  disappear,  and  the  richly  cellular  tissue 
thus  becomes  converted  into  a more  or  less  dense  struc- 
ture, which  is  characterised  by  the  gradual  process  of 
contraction  which  it  undergoes.  This  is  usually  known 
as  cicatricial  tissue. 

The  characters  of  this  new  tissue  present  certain  varia- 
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tions.  Sometimes  it  consists  of  closely-packed  wavy 
fibres,  amongst  which  are  a few  elongated  spindle-shaped 
elements,  such  as  are  represented  in  Fig.  72,  b.  It  is 
equally  common  for  the  tissue  to  assume  the  appearance 
shown  in  Fig.  72,  a — a dense  homogeneous  or  obscurely 
fibrillated  material,  forming  meshes  of  various  sizes, 
withiu  which  are  grouped  a few  lymphoid  cells.  (“  Adenoid 
Tissue.”)  I (See  also  Figs.  55  and  85.)  These  two  varieties 
are  very  frequently  associated  in  the  same  specimen,  the 
former  probably  representing  a higher  degree  of  develop- 
ment than  the  latter. 

SoppuKATiON. — When  the  injury  sustained  by  the  tissue 
is  so  severe  or  so  prolonged  in  its  action  as  to  prevent  the 
occun-ence  of  resolution  or  of  immediate  organisation,  the 
young  cells  infiltrate  the  tissue  in  such  numbers  that 
they  may  accumulate  so  as  to  constitute  pi;s.  The  pus 
may  either  become  collected  together  withiu  the  tissue  so 
as  to  form  an  abscess,  or  it  may  be  continuously  dis- 
charged from  the  surface,  as  in  a granulating  wound. 
The  deleterious  influence  which  the  pus  exercises  upon 
the  tissues  with  which  it  comes  in  contact,  causing  their 
destruction  and  absorption,  has  already  been  alluded  to. 
(See  “ Suppuration.”) 

Organisation  after  Suppuration. — This  constitutes  what 
is  generally  known  as  healing  by  granulation,  or  by  the 
second  intention.  It  takes  place  in  wounds  in  which, 
from  the  non-apposition  of  the  wounded  surfaces,  union 
by  the  first  intention  has  not  been  effected ; and  in  other 
lesions  in  which  tbe  injured  tissue  pres'ents  a free  surface 
communicating  with  the  external  air,  as  in  an  ulcer.  The 
process  of  reiuiir  after  the  separation  of  a dead  part 
(demarcation  and  separation)  is  in  the  same  way  effected 
by  graniilation,  as  is  also  the  closing  of  the  cavity  left 
after  the  discharge  of  the  contents  of  an  abscess.  In  all 
these  and  similar  cases  the  inflammation  and  suppuration 
of  the  tissue  are  followed  by  the  formation  of  granula- 
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tions  and  by  the  subsequent  development  of  these  into  a 
nbrillated  structure. 

The  process  of  organisation  in  these  cases  is  effected  in 
the  first  place  by  the  development  of  the  young  cells  in 

Fig.  73. 


A Growdatim/  Surface,  a.  Layer  of  pus.  b.  Grauu- 
latiou-tis,sue  witli  loops  of  blood-vessels,  c.  Commeueino- 
developnieut  of  the  Kmuiilatiou-tissue  into  a iibrillated 
structure,  x 200.  (Kuidfleisch.) 


the  superficial  layers  of  the  inflamed  tissue  into  a grami- 
lation-tissue,  in  the  same  manner  as  when  there  is  no 
suppuration.  This  granulation-tissue,  however,  being 
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situated  superficially,  and  coming  into  contact  with  the 
external  air,  becomes  arranged  in  the  form  of  small  papil- 
liform nodules,  which  are  known  as  granulations.  This 
aiTangement  of  the  granulation-tissue  in  the  form  of 
granulations,  ap])ears  to  he  determined  hy  that  of  the 
new  capillary  blood-vessels  which  are  developed  so 
rapidly  in  it.  These  vessels  form  little  vascxilar  loops, 
and  the  young  cells  are  arranged  round  them,  so  that 
each  loop  corresponds  with  a single  granulation.  The 
deeper  layers  of  the  granulation-tissue  gradually  become 
developed  into  a fibrillated  tissue,  whilst  the  cells  on  the 
surface  of  the  granulations,  together  with  the  liquids 
exuded  from  the  subjacent  vessels,  are  discharged  in  the 
form  of  pus.  (Fig.  73.) 


CHAPTER  XXXI. 


INFLAMMATION  OF  BONE. 


Infi.ammatohy  processes  in  bone  give  rise,  for  the  most 
part,  to  an  increase  of  medullary  tissue  and  to  softening 
of  the  compact  osseous  structure. 

The  process  takes  place  in  the  medullary  tissue  and  in 
the  Haversian  canals,  the  judmary  vascular  phenomena 
being  followed  by  the  emigration  of  blood-corj)uscles. 
The  cells  in  the  medullary  spaces  and  Haversian  canals 
enlarge  and  multiply ; in  those  which  contain  fat — the 
adipose  cells — tlie  fat  is  first  removed,  and  thus  a tissue 
is  formed,  consisting  of  numerous  small  round  cells,  larger 
cells  containing  several  nuclei  closely  resembling  the 
“ myeloid  cells,”  and  a scanty  soft  intercellular  substance. 
This  is  an  inflammatory  granulation-tissue,  the  large 
multinucleated  elements  being  similar  to  those  normally 
met  with  in  the  medulla  of  growing  bone.  Whilst  these 
changes  are  taking  place  in  the  medullary  tissue,  the 
surrounding  osseous  lamellm  are  gradually  absorbed,  the 
lime  salts  are  removed,  and  in  this  way  the  medullary 
spaces  and  Haversian  canals  increase  in  size  and  ultimately 
become  confluent.  There  is  thus  a new  formation  of  medul- 
lary granulation-tissue  at  the  expense  of  the  compact 
osseous  structure,  and  the  bone  becomes  exceedingly 
spongy,  soft,  and  vascular. 

If  the  process  be  not  severe  it  may  occasionally,  in  its 
earliest  stages,  terminate  in  resolution.  More  commonly, 
however,  it  continues  until  more  or  less  of  the  bone 
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becomes  replaced  by  the  inflammatory  tissue.  If  the  in- 
flammation be  of  considerable  intensity,  it  leads  to  the 
formation  of  i^us.  The  cellular  infiltration  increases,  the 
compact  osseous  tissue  becomes  more  and  more  absorbed, 
and  the  pus  which  is  produced  may  accumulate  beneath  the 
periosteum  or  in  the  centre  of  the  bone,  so  as  to  form  an 
abscess.  This  constitutes  the  coirdition  known  as  osteo- 
myelitis or  acute  ostitis.  These  intense  forms  of  inflam- 
mation often  lead  to  necrosis  of  the  bone. 

"WTien  the  inflammation  is  of  mirch  less  intensity,  the 
new  inflammatory  tissue  may  undergo  progressive  de- 
velopment, and  form  new  bone.  In  this  case  a new  for- 
mation of  osseous  tissue  takes  place  in  the  enlarged 
Haversian  canals  and  cancellous  spaces,  so  that  the  bone 
becomes  converted  into  a heavy  dense  structure  consisting 
of  hard  compact  osseous,  with  very  little  cancellous 
tissue.  This  is  sclerosis  of  bone. 

Periostitis. — Inflammation  of  the  periosteum  may  be 
localised  or  difi’use,  acute  or  chronic.  Acute  inflamma- 
tions of  the  periosteum  lead  to  the  formation  of  pus, 
which  accumulates  between  the  bone  and  the  periosteal 
membrane.  Tliis,  by  interfering  with  the  vascular  supply, 
frequently  causes  necrosis  of  the  superficial  layers  of  the 
bone ; and  if  a large  portion  of  the  periosteum  be  in- 
volved, and  the  inflammatory  process  extend  to  the  deeper 
parts  of  the  bone,  the  whole  bone  may  die.  Another 
not  infrequent  result  of  periostitis  is  a chronic  superficial 
inflammation  and  caries  of  the  bone. 

When  the  inflammation  of  the  periosteum  is  less  intense 
and  more  chronic,  the  new  inflammatory  growth  produced 
in  the  deeper  layers  of  the  membrane  may  become  de- 
veloped into  osseous  tissue  (periosteal  ossification).*  The 


• AncordingtoBillrot)i,  tliis  new  osseous  tissue  is  partly  derived 
from  the  bone  itstdf,  which,  ho  states,  is  the  seat  of  a superficial 
ostitis.  (See  “ Billroth’s  Surgical  Pathology  aud  Therapeutics," 
trauslatea  by  llackley.  4th  Edit.,  p.  419.) 
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process  thus  causes  enlargement  of  the  bone,  or  if  this  be 
necrosed,  it  helps  to  reiDroduce  the  lost  structure.  (See 
“ Necrosis.”) 

Strictly  localised  inflammations  of  the  periosteum  occur 
in  the  formation  of  nodes,  and  here  also  there  is  fre- 
quently a new  growth  of  bone. 

Necxiosis. — All  conditions  interfering  with  the  supply  of 
blood  to  a bone  may  be  causes  of  its  death.  Necrosis 
may  thus  result  from  accident,  ixortions  of  bone  being 
violently  separated  from  their  vascular  connections,  or, 
more  commonly,  the  periosteum  being  stripped  off  and  in- 
jured. Much  more  frequently,  however,  it  is  the  result  of 
the  intense  inflammatory  processes  in  the  bone  or  perios- 
teum which  have  been  described. 

The  bone,  when  dead,  undergoes  a gradual  process  of 
separation  from  the  adjacent  living  tissue.  This  is 
efl’ected  in  the  same  way  as  the  separation  of  soft  struc- 
tures. (See  “ Gangrene.”)  The  adjacent  living  bone 
becomes  the  seat  of  an  inflammatory  pi-ocess,  a granula- 
tion tissue  and  pus  are  produced,  and  by  this  means  the 
dead  portion  is  comjxletely  separated.  When  separated 
it  is  termed  a 

The  removal  of  the  sequestrum  from  the  granulation 
tissue  with  which  it  is  in  contact  is  often  only  effected 
with  considerable  difficulty,  especially  if  it  be  deeply 
seated.  This  difficulty  is  occasionally  due  to  a more  or  less 
thick  layer  of  the  old  lx)ue  surrounding  the  necrosed  por- 
tion. Much  more  frequently,  however,  it  is  owing  to  the 
participation  of  the  periosteum  iu  the  inflammatory  pro- 
cess. The  inflamed  periosteum  produces  new  bone,  a 
capsule  of  which  is  thus  formed,  enclosing  the  sequestrum. 
Openings  exist  in  this  capsule  (doacce)  leading  to  the  dead 
bone,  and  through  these  openings  the  inflammatory  pro- 
ducts are  discharged.  When  the  .sequestrum  is  quite 
superficial,  its  removal  is,  of  course,  more  readily  effected. 

Caeies. — By  caries  is  understood  that  inflammatory  dis- 
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integration  of  bone  and  removal  of  the  dead  products 
which  corresponds  with  ulceration  of  soft  parts.  Caries 
is  therefore  one  of  the  results  of  inflammation  of  osseous 
tissue. 

Inflammatory  processes  in  hone  which  are  of  compara- 
tively shght  intensity  have  been  seen  to  be  characterised 
histologically  by  a gradually  increasing  production  of  an 
inflammatory  granulation-tissue  from  the  medidlary 
tissue  of  the  bone,  and  by  the  absorption  of  the  compact 
osseous  structure.  Whether  the  bone  cells  also  proliferate 
is  still  suh  judice.  This  absorption  of  the  bone  appears 
to  be  effected  entirely  by  the  new  inflammatory  growth. 
When  these  chronic  inflammatory  processes  occur  in  the 
superficial  layers  of  the  bone  beneath  the  periosteum,  the 
bone  is  gradually  destroyed,  and  presents  a ragged  in-egir- 
lar  excavated  surface.  This  is  superficial  caries,  or  ulcera- 
tion of  bone.  The  floor  of  the  ulcer  consists  of  a cancel- 
lous structure  containing  the  debris  of  the  disintegrating 
process.  In  many  cases  there  is  a marked  condensation 
(sclerosis)  of  the  deeper  portions  of  the  bone. 

Chronic  inflammatory  processes  in  the  interior  of  bone 
cause  in  the  same  way  absorption  and  disintegration  of  the 
osseous  structure.  Here,  however,  the  inflammatory  pro- 
ducts being  less  readily  removed,  sometimes  undergo, 
especially  in  scrofulous  children,  a kind  of  caseous  trans- 
formation, and  the  carious  cavity  contains  molecular 
debris,  sanious  pus,  and  minute  i:>ortions  of  dead  bone. 
The  inflammatory  granulation-tissue  often  projects  as 
fungating  masses  into  the  cavity. 

Caries  is  frequently  associated  with  more  or  less  ne- 
crosis, especially  when  the  process  affects  the  interior  of 
the  bone.  Small  jjortions  of  bone  are  cut  off  from  their 
vascular  supiffy,  become  detached,  and  are  found  in 
the  carious  cavity. 

There  are  two  other  morlnd  conditions  of  bone,  which, 
although  probably  not  coming  within  the  category  of  in- 
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flammation,  may  be  conveniently  described  in  the  present 
chapter — viz.,  Mollities  Ossium  and  Rickets. 

MOLLITIES  OSSIUM. 

Mollities  Ossium  or  Osteomalacia  is  a rare  disease, 
occurring  only  in  adults.  It  is  characterised  by  a pro- 
gressive softening  of  the  bones,  owing  to  an  increase  in 
their  medullary  tissue  and  the  destruction  of  the  com- 
pact osseous  structure.  The  bones  become  so  much 
softened  that  they  can  be  easily  cut  with  a knife ; they 
are  exceedingly  light,  and  bend  readily  in  all  directions. 
On  section,  the  cortical  layer  is  fonnd  to  be  almost  de- 
stroyed, the  bone  consisting  of  a wide  cancellous  structure 
containing  a reddish,  gelatinous,  fatty  material. 

The  nature  of  the  disease  is  obscure.  According  to 
Rindtleisch,  the  change  consists  in  a decalcification  of  the 
osseous  tissue  spreading  gradually  from  the  medulla  and 
canceUi  of  the  bone.  The  decaleified  tissue  does  not  become 
80  completely  absorbed  as  in  inflammation  of  bone,  but 
undergoes  more  or  less  of  a mucoid  change.  The  medul- 
lary tissue  is  exceedingly  vascular,  but  unhke  ordinary 
granulation-tissue  it  usually  contains  much  fat.  Lactic 
acid  has  been  found  in  the  bone  and  in  the  urine.  The 
urine  usually  also  contains  lime  salts,  which  have  been 
removed  from  the  bone  and  eliminated  by  the  kidneys. 

EICKETS. 

The  common  disease  of  children  so  well  known  as 
Rickets  or  Rachitis  is  mainly  characterised  by  certain 
alterations  in  the  bones.  The  bones  generally  are 
softened.  The  ends  of  the  long  bones  are  enlarged,  and 
the  flat  bones  are  thickened.  As  a result  of  these  altera- 
tions the  bones  become  deformed,  and  their  growth  is 
frequently  arrested. 

Respecting  the  nature  of  this  disease,  we  are  at  present 
unable  to  speak  certainly.  It  appears,  however,  to  be 
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closely  associated  with  mal-nuti-itiou,  and  all  those  con- 
ditions which  materially  interfere  with  the  nutrition  of 
the  child  may  he  causes  of  the  disease. 

The  alteration  in  the  hones  may  he  briefly  descrihed — as 
stated  hy  Sir  W.  Jenner — as  consisting  in  an  increased 
preparation  for  ossification,  hut  an  incomplete  j^erform- 
auce  of  the  process.  In  a growing  hone  the  zone  of  soft 
tissue  in  which  the  process  of  conversion  of  caidilage  into 
hone  is  taking  place  is  exceedingly  narrow,  the  prolifera- 
tion of  the  cartilage  involving  only  one  or  two  rows  of 
the  cartilage  cells.  In  rickets  this  transition  zone  is 
very  considerably  vfidened,the  proliferation  of  the  cartilage 
cells  extending  for  some  depth  into  the  cartilage,  and  the 
adjacent  layer  of  cancellous  tissue  being  much  broader 
than  natural.  The  junction  between  the  hone  and  the 
cartilage  is  also  exceedingly  irregular,  so  that  in  some 
parts  the  cancellous  houe  extends  into  the  cartilage  much 
further  than  in  others.  Usually  the  j:)roliferation  of  the 
cartilage  in  the  transition  zone  is  accompanied  hy  the 
calcification  of  the  new  tissue  and  its  conversion  into 
houe.  In  rickets,  however,  this  calcification  takes  ifiace 
very  incompletely,  and  thus  a wide  layer  of  imperfectly 
calcified  soft  tissue  is  formed  at  the  growing  end  of  the 
bone. 

A similar  abnormality  exists  in  the  process  of  ossifica- 
tion from  the  periosteum.  Here  also  the  zone  of  vascular 
granulation-tissue  from  which  the  houe  is  developed  is 
exceedingly  broad,  the  calcification  of  the  tissue  is  exceed- 
ingly incomplete,  and  the  bone  thus  becomes  thickened  hy 
a soft,  vascular,  and  very  imperfectly  calcified  structure. 
As  the  bone  grows  the  medullary  cavity  naturally  widens, 
and  the  compact  tissue  becomes  absorbed.  This  imperfect 
formation  of  osseous  tissue  from  the  periosteum  produces 
therefore  considerable  softening  and  weakening  of  the 
bone. 

The  changes  in  the  bones  in  rickets  thus  closely  re- 
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semble  those  which  occur  in  the  normal  process  of  ossifica- 
tion. There  is  the  same  proliferation  of  the  cartilage- 
cells  and  of  the  deeper  periosteal  layers,  but  this  prolifera- 
tion occupies  ahnormally  large  areas.  The  development 
of  the  young  cells  and  the  transformation  of  the  new  tissue 
appears  also  to  be  more  or  less  incomplete.  In  many 
parts  the  young  elements  do  not  form  perfect  bone-cells, 
but  simply  angular  cells  without  canaliculi,  whilst  in 
others  the  development  may  be  much  more  complete. 
Various  transitions  are  thus  met  with  between  tolerably 
well  developed  and  very  imperfect  bone-structure,  but 
owing  to  the  deficiency  of  lime  salts  this  structure  is 
very  imperfectly  and  very  irregularly  calcified. 


CHAPTER  XXXII. 


INFLAMMATION  OF  BLOOD-VESSELS. 

INFLAMMATION  OF  AMTEIUES. 

In  studying  the  process  of  inflammatiou  in  arteries,  it 
must  be  borne  in  mind  that  the  inner  coat  of  these 
vessels  is  uon-vascular,  the  blood-vessels  being  distributed 
in  the  external  layers. 

Acute  and  chronic  inflammations  of  arteries  are  a very 
frecpent  result  of  coagulation  of  the  blood  within  the 
vessel  (thrombosis).  Such  inflammations  will  be  con- 
sidered in  the  chapter  on  Thrombosis.  Independently  of 
thrombi,  the  most  acute  inflammatory  processes  in  arteries 
are  for  the  most  part  the  results  of  injuries  from  violence, 
or  of  inflammation  in  adjacent  tissues.  Here,  the  histolo- 
gical changes  are  principally  confined  to  the  external  coat 
of  the  vessel.  This  becomes  exceedingly  hypcraemic  and 
infiltrated  with  small  cells,  the  cellular  infiltration  in- 
volving also  the  middle  coat.  As  a consequence  of  these 
changes  in  the  outer  coats  the  vitality  of  the  intima  is  de- 
stroyed, and  when  this  has  occurred  the  blood  contained 
within  the  vessel  coagulates. 

Atiiekoma. — The  more  chronic  forms  of  arterial  inflam- 
mation give  rise  to  changes  which  are  most  marked  in  the 
deeper  layers  of  the  inner  coat,  where  they  produce  those 
various  alterations  in  the  walls  of  the  vessel  which  con- 
stitute what  is  known  as  atheroma.  In  the  earliest  stage 
of  the  inflammatory  process  the  fibrous  and  elastic  lamella) 
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of  the  inner  coat  of  the  vessel  become  infiltrated  with 
young  cells,  which  are  probably  partly  emigrants,  and 
partly  derived  from  the  proliferation  of  the  cells  of  these 
structures.  As  these  young  cells  increase  in  number  they 
give  rise  to  a swelling  beneath  the  innermost  layers  of 

Fig.  74. 


Atheroma  of  the  Aorta.  Showing  tlie  now  growtli  in  the 
deeper  layers  of  the  inner  coat,  and  the  consequent  in- 
ternal bulging  of  the  vessel.  The  new  tissue  has  under- 
gone more  or  less  fatty  degeneration.  There  is  also  some 
cellular  infiltration  of  the  middle  coat.  i.  internal,  m. 
middle,  e.  external  coat  of  vessel,  x 50  reduced  i. 

this  coat  of  the  artery  (Fig.  7-1).  This  swelling  of  the 
intima  is  very  characteristic.  It  is,  in  the  earlier  stage  of 
the  process,  of  a soft  flabby  consistence,  and  the  lining 
membrane  which  is  continuous  over  it  can  be  strijiped  off 
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leaving  the  diseased  tissue  beneath.  It  thus  contrasts 
strongly  with  the  superficial  patches  of  fatty  degenera- 
tion which  result  from  the  fatty  metamorphosis  of  the 
endothelial  and  connective  tissue  cells  of  the  vessel.  (See 
“ Fatty  Degeneration  of  Arteries.”) 

The  results  of  the  inflammatory  process  will  depend 
upon  its  severity.  If  the  process  be  very  acute,  the  young 
elements  accumulate  rapidly  and  infiltrate  the  middle 
and  external  coats,  so  that  the  walls  of  the  vessel  become 
so  much  softened,  that  dilatation,  aneurism,  or  rupture 
may  ensue.  Such  acute  changes  are  a common  cause  of 
aneurism.  The  iufiammation,  however,  is  usually  of  less 
intensity  and  rmis  a more  chronic  course,  and  it  is  only 
to  these  more  chronic  arterial  changes  that  the  term 
“ atheroma,”  is  commonly  applied. 

When  the  process  is  less  intense  and  more  chronic  in 
its  course,  it  leads  to  varioiis  alterations  in  the  wall  of  the 
vessel.  The  soft  cellular  infiltration  of  the  deeper  layers 
of  the  intima  usually  undergoes  retrogressive  changes, 
owing  to  deficient  nutritive  supjily.  These  changes 
commence  in  the  deeper  portions  of  the  now  tissue.  The 
young  cells  undergo  fatty  degeneration,  the  intercellular 
substance  softens,  and  thus  a soft,  yellowish,  pultaceous 
material  is  produced  beneath  the  lining  membrane  of  the 
vessel.  This  has  been  termed  an  aiheromatous  abscess. 
The  lining  membrane  may  ultimately  give  way  and  the 
softened  matters  be  carried  away  by  the  circulation,  and 
thus  is  produced  the  atheromatous  ulcer.  In  other 
cases  the  more  lirpiid  constituents  of  the  degenerated 
tissue  gi'adually  become  absorbed,  cholesteiin  forms,  and 
thus  a mass,  consisting  of  broken-down  fibres  and  cells, 
fatty  debris,  and  cholesteiin  crystals,  with  a varying 
quantity  of  the  original  fibrillated  tissue,  remains  in 
the  deeper  layers  of  the  inner  coat.  (Fig.  74.)  This 
may  subscciuently  calcify,  and  so  form  a calcareous 
plate. 
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In  the  most  chronic  forms  of  the  atheromatous  process 
there  is  more  or  less  fibrillation  of  the  new  tissue,  and 
thus  is  produced  ajihroid  thiclcening  of  the  inner  coat  of 
the  artery.  The  organisation,  however,  is  rarely  complete, 
more  or  less  fatty  debris  being  usually  enclosed  in  the 
fibroid  stroma. 

Kespecting  the  causes  of  these  chronic  arterial  inflam- 
mations included  under  the  common  term  of  atheroma — 
they  are  probably  mainly  due  to  over-strain  of  the  vessel, 
the  strain  exercising  a chronic  injurious  influence.  This 
view  has  been  especially  insisted  upon  by  Dr.  Moxon.* 
It  is  supported  by  the  fact  that  those  vessels  which  are 
the  most  exposed  to  strain,  are  the  most  liable  to  this 
disease,  e.g.  the  arch  of  the  aorta ; also  by  the  exceeding 
frequency  of  atheroma  in  all  those  conditions  in  which 
there  is  an  increase  of  the  blood-pressure.  The  effect  of 
increased  blood-pressure  as  a cause  of  atheroma. is  seen 
in  the  liability  of  athletes  to  the  disease  ; and  also  in  the 
frequency  with  which  it  occurs  in  chronic  Bright’s  disease, 
and  in  the  pulmonary  vessels  in  cases  of  mitral  obstruc- 
tion, &c. 

INFLAMMATION  OF  VEINS. 

Inflammatory  processes  in  veins  are  more  frequent  than 
in  arteries,  but  here  they  are  in  the  very  great  majority  of 
cases  secondary  to  coagulation  of  the  blood  within  the  vein 
(thrombosis),  the  coagulum  acting  as  an  irritant  to  the 
coats  of  the  vessel.  These  inflammations  resulting  from 
thrombosis  will  be  treated  of  in  a subsequent  chapter 
(see  “ Results  of  Thrombosis”). 

The  inner  coat  of  the  veins  is,  like  that  of  the  arteries, 
non-vascular,  and  hence  acute  inflammatory  changes  are, 
for  the  most  part,  confined  to  the  external  and  middle 
coats.  Independently  of  inflammations  resulting  from 


• “ Lectures  on  Pathological  Anatomy.”  AVilks  and  Moxon, 
2nd  Edit.,  p.  150. 
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thrombosis,  the  lining  membrane  of  veins  appears  to  un- 
dergo no  active  changes. 

Acute  and  chronic  inflammatory  processes  in  veins  are, 
as  already  stated,  most  fi'equently  due  to  thrombosis.  They 
may  also  result  from  violent  injury,  or  from  the  exten- 
sion of  inflammation  from  adjacent  tissues.  The  pro- 
cess, when  acute,  closely  resembles  that  in  the  arteries. 
The  external  and  middle  coats  become  infiltrated  with  cells, 
the  intima  ultimately  loses  its  vitality,  and  when  this  has 
occurred  the  blood  within  the  vein  coagulates. 


CHAPTER  XXXIII. 


INFLAMMATION  OF  THE  HEART. 


Inflammatory  processes  in  the  heart  may  affect  the  sub- 
stance of  the  organ,  or  the  endocardium.  They  are  much 
most  frequent  in  the  last-named  situation. 

ENDOCARDITIS. 

Endocarditis  is  for  the  most  part  limited  to  the  valves  of 
the  heart,  although  it  is  occasionally  met  with  involving 
more  or  less  of  the  cardiac  cavities.  The  process  is 
almost  exclusively  confined  to  the  left  side  of  the  organ, 
and  in  the  great  majority  of  cases  it  commences  in,  and 
comparatively  rarely  extends  beyond,  the  confines  of  the 
aortic  and  mitral  valves  and  the  corresponding  orifices. 
Further — it  is  those  portious  of  the  valves  which  come 
into  contact  in  the  act  of  closure,  and  are  thus  most  ex- 
posed to  fnction,  which  are  especially  involved,  and  in 
which  the  changes  usually  commence.  Thus,  in  the  aortic 
valves,  it  is  the  convex  surfaces  of  the  segments  which 
are  most  liable  to  he  affected,  and  not  the  free  edge  of  the 
segment,  but  the  little  band  of  tissue  which  passes  from 
its  attached  border  to  the  corpus  Arautii  in  the  centre ; 
and  in  the  mitral  valve,  the  auricular  surface  of  the  seg- 
ments at  a httle  distance  from  the  attachment  of  the 
chordiB  tendinese.  When  portions  of  the  endocardium 
apart  from  the  valves  are  affected,  this  is  frequently  due, 
as  pointed  out  by  Dr.  Moxon,  to  the  irritation  caused  by 
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the  friction  of  vegetations  or  fibrinous  clots  situated  on 
the  valves  themselves. 

The  histological  changes  accompanying  endocardi- 
tis closely  resemble  those  already  described  as  occurring 
in  those  more  chronic  foi’ms  of  arterial  inflammation 
known  as  atheromatous.  The  endocardium  and  inner 
coat  of  an  artery  are  very  analogous  in  their  structure, 
both  being  non-vasculai%  and  consisting  of  a layer  of  con- 
nective tissue  with  an  internal  endothelial  covering.  The 
inflammatory  process  may  be  acute  or  chronic. 

Acute  Endocarditis. — If  the  process  be  acute,  the 
deeper  layers  of  the  endocardium  become  rapidly  iufil- 


Acute  Endocarditis.  A granulation  from  the  mitral 
valve,  showing  a fibrinous  coagnlum  upon  the  surface 
of  the  granulation,  x lo  (Kindfloisch.) 

trated  with  young  cells,  and  as  these  increase  in  number 
the  intercellular  substance  becomes  softened  and  de- 
stroyed, and  thus  is  produced  a soft  tissue  composed 
almost  entirely  of  cells  such  as  always  results  from 
inflammatory  processes  in  connective  tissue.  The  new 
tissue  as  it  increases  tilts  up  the  superjacent  endothelium 
and  projects  in  the  form  of  minute  granulations  and 
vegetations  upon  the  surface  of  the  softened  valve.  The 
endothelial  elements  may  also  participate  in  the  active 
process. 

The  above  changes  take  place  in  an  almost  non-vascular 
tissue,  and  although  there  is  more  or  less  increase  of 
vascularity  in  the  more  external  endocardial  layers,  where 
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the  capillaries  are  more  numerous,  there  is  rarely  any 
redness  or  injection  of  the  endocardium  seen  after  death. 
Neither  is  there  usually  any  liquid  exuded  upon  the 
sui-face  of  the  granulations.  What  was  formerly  regarded 
as  an  exuded  material,  is  in  the  main  coagulum  which  has 
been  deposited  from  the  blood  upon  the  roughened  sur- 
face of  the  valve.  This  deposition  of  coagulum  frequently 
occurs  in  endocarditis,  the  roughened  and  abnormal  endo- 
cardium acts  as  a foreign  body  and  so  causes  a deposition 
upon  its  surface.  This  must  not  be  confounded  with  the 
vegetations  themselves.  (Fig.  75.) 

The  results  of  this  cellular  infiltration  vaiy.  If  the 
process  be  very  acute  the  new  tissue  may  break  down, 
and  thus  a loss  of  substance  result — an  endocardial 
ulcer.  This  takes  place  without  any  accumulation  of  cells 
sufficient  to  form  an  abscess,  the  new  tissue  simply  be- 
coming rapidly  softened  and  disintegrating.  In  rare 
cases,  however,  small  quantities  of  jdus  are  found  in  the 
doe])er  endocardial  layers.  The  ulcer  is  irregularly  defined, 
and  its  edges  are  usually  swelled  and  thickened.  This 
ulcerative  endocarditis  is, however,  not  frequent,  the  process 
usually  being  less  acute.  The  ulceration  may  lead  to  per- 
foration of  the  valve,  or  to  a considerable  destruction  of 
its  substance.  Laceration  or  aneurism  of  the  valve  may 
also  ensue  from  the  pressure  exercised  by  the  blood  against 
the  damaged  tissue.  Sometimes  the  ulcerative  process 
extends  so  as  to  involve  the  cardiac  substance.  Ulcerative 
endocarditis  is  a grave  affection,  often  giving  rise  to  em- 
bolism, and  sometimes  to  a pysemic  process. 

When  the  inflammatory  process  is  less  severe,  as  is 
much  more  commonly  the  case,  the  new  tissue  becomes 
incompletely  organised  into  a fibrillated  structui'e,  whilst 
it  undergoes,  in  pari,  fatty  and  calcareous  degeneration. 
These  changes  may  result  in  the  adhesion  of  the  valves, 
either  to  one  another  or  to  the  walls  of  the  heart.  They 
always  produce  permanent  thickening,  rigiditi/,a.nd  shrink- 
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ing  of  their  structure.  The  new  tissue  may  continue  to 
grow  after  the  severity  of  the  process  has  subsid.ecl,  and 
thus  are  produced  the  vegetations  and  papillary  excres- 
cences on  the  valves  which  are  so  commonly  met  with. 
These  consist  of  a lowly-organised  tissue,  which  tends  to 
undergo  fatty  and  calcareous  changes. 

Chronic  Exdoc.\kditis. — This  may  be  the  sequel  of 
acute  inflammation,  or  the  process  may  from  its  com- 
mencement be  chronic  in  its  nature.  In  chronic  endo- 
carditis the  formation  of  new  cells  is  much  less  rapid  and 
abundant  than  in  the  acute  form ; the  iutercelhdar  sub- 
stance consequently  becomes  much  less  softened  and 
destroyed,  and  the  new  tissue  has  a much  greater  ten- 
dency to  become  developed  into  a fibrillated  structure. 
The  result  of  these  chronic  processes  is  therefore  to  pro- 
duce a fibroid  thickening  of  the  endocardium,  and  so  to 
cause  considerable  induration  and  contraction  of  the 
valves  or  valvular  orifices.  The  new  tissue  sometimes 
forms  papillary  growths  on  the  valves,  which  undergo 
partial  fatty  and  calcareous  changes. 

in'OCARDITIS. 

i\Iyocarditis,  or  inflammation  of  the  cardiac  substance, 
is  much  less  frequent  than  the  precechng.  Intense  and 
concentrated  inflammations  leading  to  the  formation  of 
abscess  probably  occur  only  as  the  result  of  a pyminic 
process.  Less  intense  and  more  diffuse  forms  of  cardiac 
inflammation  are  also  not  unfrequently  met  with  in  asso- 
ciation with  pericarditis,  and,  less  commonly,  with  endo- 
carditis. Here  the  inflammatory  process  appears,  by 
e.xtension,  to  involve  the  immediately  adjacent  muscular 
layers  of  the  organ,  which  are  found  infiltrated  with 
small  cells,  the  fibres  themselves  being  softened  and 
granular. 

In  addition  to  the  above,  a form  of  myocarditis  must 
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be  recognised  in  wbicb  the  substance  of  the  heart  becomes 
more  generally  involved.  In  certain  cases  of  acute  rheu- 
matism the  muscular  tissue  of  the  heart  is  found  after 
death  swollen,  softened,  opaque,  and  occasionally  faintly 
mottled  with  slightly  yellowish  patches.  When  examined 
microscopically,  the  fibres  are  seen  to  have  lost  their 
striation  and  to  be  finely  granular,  their  nuclei  are  large 
and  prominent,  and  small  cells  are  found  in  varying 
numbers  infiltrating  the  iutei'muscular  tissue  (Pig.  76). 

Fig.  76. 


Acute  Myocarditis.  From  a oa.se  of  acute  rheumatism,  a. 
A thin  section  of  the  left  ventricle  made  in  the  direction  of 
the  muscular  fibres,  showing  the  granular  and  swollen 
condition  of  the  fibres,  and  the  prominence  of  their  nuclei. 
b.  A transverse  section,  showing  the  cellular  infiltration  of 
the  intermuscular  tissue,  x 200. 


I have  met  with  these  appearances  in  two  or  three  cases 
of  acute  rheumatism,  and  they  must,  I think,  be  regarded 
as  evidence  of  the  existence  of  an  acute  inflammatory 
process.  The  change  is  most  marked  in  the  left  ventricle, 
and  it  is  usually  associated  with  endo-  or  pericarditis. 
It  is  a grave  complication  of  acute  rheumatism,  and  pos- 
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sibly  of  some  other  diseases,  and  is  probably  more  frequent 
than  is  generally  supposed. 

Fibroid  Induration  of  the  Heart. — This  is  pi'obably, 
Fig.  77. 


Fibroid  Induration  of  the  Heart.  A thin  section  from 
the  w.all  of  the  left  ventricle,  showing  I lie  sniall-cellod 
growth  in  the  intormnscuhir  septa  around  the  blood- 
vessels. a.  a.  vessels,  x 2UU. 

in  most  cases,  a result  of  myocarditis.  The  change  is 
characterised  by  the  development  of  a tibrillated  tissue 

Fig.  78. 


Fibroid  Induration  of  the  Heart.  A section  from  the  left 
ventricle  of  the  same  Iniart  as  Fig.  77,  showing  a more 
advanced  stage.  The  fibroid  tissue  surrounds  tlie  in- 
dividual muscular  fibres,  which  arc  undergoing  fatty 
degeneration,  x 200. 


U 
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between  tlie  muscular  elements.  The  process  commences 
in  the  intermuscular  septa  around  the  blood-vessels. 
This  becomes  infiltrated  with  small  cells,  which  tend  to 
become  developed  into  a fibrillated  structure.  (Fig.  77.) 
The  growth  of  new  tissue  gradually  extends  between  the 
bundles  of  muscular  fibres,  so  that  ultimately  each  fibre 
may  be  surrounded  by  a tract  of  dense  fibroid  tissue. 
(Fig.  78.)  The  muscular  fibres  themselves,  owing  to  the 
resulting  interference  with  their  nutritive  supply,  atrophy, 
undergo  fatty  metamorphosis,  and  are  gradually  replaced 
by  the  fibroid  growth.  (Fig.  78.)  Very  frequently  the 
cellular  nature  of  the  growth,  which  I believe  to  charac- 
terise the  earlier  stages  of  its  development,  is  not  seen, 
the  new  tissue  being  simply  fibroid.* 

Fibroid  induration  of  the  heart  appears  in  most  cases 
to  be  induced  by  inflammatory  processes  commencing  in 
the  peri-  or  endo-cai’dium.  When  secondary  to  peri- 
carditis, the  change  is  usually  most  advanced  in  the  more 
e.xteriial  portions  of  the  cardiac  walls,  and  it  commonly 
affects  both  the  right  and  left  ventricles.  When,  on  the 
other  hand,  an  endocarditis  is  the  precursor  of  the  indu- 
rative process,  the  change  is  more  marked  in  the  internal 
muscular  layers,  and  inasmuch  as  inflammatory  processes 
in  the  endocardium  occur  almost  exclusively  in  the  left 
cardiac  cavities,  the  left  ventricle  is  pi'incipally  involved. 
In  other  cases  the  fibroid  growth  appears  to  be  the  result 
of  syphilis.  (See  “ Syphilis.”) 

Although  the  growth  of  new  tissue  is  thus  usually 
more  advanced  in  certain  j^ortions  of  the  muscular  walls 
than  in  others,  it  is  by  no  means  uniformly  distributed. 
In  some  parts  it  may  be  very  dense,  the  muscular  fibres 


* Dr.  Hilton  Fagge,  in  a series  of  eleven  cases  of  fibroitl  disease 
of  the  heart,  found  tliat  cellular  elenieuts  in  the  new  gi'owth  were 
almost  invariably  absent.  (See  “Trans.  Path.  Soc.  Loud.,”  vol. 
XXV.  p.  Gi.) 
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being  entirely  obliterated,  whilst  in  others  it  is  entirely 
wanting,  and  the  muscular  elements  present  a normal 
appearance. 

Fibroid  induration  of  the  heart — excluding  that  result- 
ing from  syphili.s — appears  to  occupy  the  same  jjatholo- 
gical  position  as  similar  fibroid  changes  in  other  organs — 
e.'j.,  in  the  liver  and  kidneys.  It  must  therefore  be 
regarded  as  the  i-esult  of  a chronic  inflammatory  process, 
which  might  be  termed  chronic  myocarditis.  Its  effect 
must  evidently  be  to  interfere  very  materially  with  the 
motor  power  of  the  organ,  and  it  consequently  constitutes 
one  of  the  most  grave  of  all  cardiac  diseases. 

The  cardiac  walls  become  much  thickened  by  the  new 
growth,  and  the  induration  of  texture  is  often  very 
considerable.  In  the  specimen  from  which  the  accom- 
panying drawings  were  made,  the  disease  was  apparently 
secondary  to  an  endocarditis,  and  the  walls  of  the  left 
ventricle  were  so  hard  that  they  cut  almost  like  a piece 
of  tendon. 


CHAPTER  XXXTV. 


INFLAMMATION  OF  LYMPHATIC  STRUCTURES. 

Inflammatory  processes  in  lymphatic  structures  usually 
result  from  their  irritation  hy  substances  conveyed  to 
them  hy  the  lymphatic  vessels.  They  include — acute 
and  chronic  inflammations,  and  the  speciflc  inflammation 
associated  with  Typhoid  Fever.  Each  of  these  must  be 
considered  separately. 

ACUTE  INFLAMMATION  OF  LYMPHATIC  STRUCTURES. 

Examples  of  acute  inflammation  of  lymphatic  structures 
are  furnished  hy  the  inflammation  of  the  glands  in  the 
axilla  from  a wound  on  the  hand,  of  the  glands  in  the 
groin  from  gonorrhcea,  and  of  Peyer’s  and  the  solitary 
glands  in  the  intestine  from  inflammation  of  the  intestinal 
mucous  membrane. 

The  process  consists  in  a hypenemia  of  the  gland  to- 
gether with  a rapid  increase  in  the  number  of  the  lymph- 
corpuscles.  This  increase  is  probably  due,  partly  to  a 
hyperplasia  of  the  original  cells  of  the  gland,  and  partly 
to  the  migi-ation  of  blood-corpuscles.  The  corpuscles  not 
only  increase  in  number,  but  many  of  them  become  much 
larger  in  size,  and  their  nuclei  multiply.  The  cells  of  the 
trabeculiE  also  participate  in  the  active  process.  The 
increase  in  the  size  of  the  elements  and  the  multqih- 
cation  of  their  nuclei  usually  leads  to  the  production 
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of  some  larger  cells  containing  three  or  four  nuclei. 
These  resemble  the  “ myeloid  cells.”  They  have  been 
already  alluded  to  as  being  frequently  met  with  in  lym- 
I^hatic  structures  which  are  undergoing  active  processes. 
(See  Fig.  39.)  Owing  to  these  changes  the  gland  becomes 
considerably  increased  in  size,  soft  and  pulpy  in  consist- 
ence, and  its  cortical  and  medullary  parts  are  no  longer 
ilistinguishable. 

Upon  the  removal  of  the  source  of  irritation  the  process 
may  gradually  subside,  the  new  elements  undergo  dis- 
integration and  absorption,  and  the  gland  returns  to  its 
normal  condition  (Resolution).  In  other  cases  the  process 
goes  on  to  suppuration,  the  trabeculae  are  destroyed, 
many  of  the  cells  become  disintegrated,  and  the  loculi  of 
the  gland  become  filled  with  pirs.  This  is  usually  asso- 
ciated with  inflammation  and  suppuration  of  the  sur- 
rounding connective  tissue.  In  the  glands  of  a mucous 
membrane  the  process  gives  rise  to  what  is  known  as  a 
follicular  abscess. 

CIIfiONIC  INFLAMMATION  OF  LYMPHATIC  STIlUCTUKFS. 

Chronic  inflammations  of  lymphatic  structures  result 
from  irritations  which  are  less  severe  and  more  prolonged 
in  their  action  than  those  which  give  rise  to  the  acute  form. 
The  resulting  hyperplasia  of  the  elements  of  the  gland 
is  consequently  a more  continuous  one,  and  the  gland 
becomes  more  or  less  permanently  increased  in  size.  This 
hyperplasia  takes  place  not  only  in  the  lymph-corpuscles, 
but  also  in  the  reticulum.  These  chronic  inflammatory 
processes  differ  from  the  acute,  inasmuch  as  they  lead  to  a 
gradually  increasing  development  of  the  reticular  structure 
of  the  gland.  The  reticulated  network  becomes  thicker 
and  more  fibrous,  its  meshes  become  smaller  and  smaller, 
the  lymph-corpuscles  diminish  in  number,  and  thus  the 
gland  becomes  hard  and  fibrous  in  consistence.  (Fig.  79.) 
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Scrofulous  Glands. — In  those  chronic  inflammations  of 
the  lymphatic  glands  which  occnr  especially  in  scrofulous 

Fig.  79. 


Chronic  Inflammation  of  a Liimphatic  Gland. 

Showing  tlio  incrnaso  in  the  stroma,  and  tlio 
diminution  in  the  number  of  the  Ijnnphoid 
colls.  X 200. 

subjects,  and  in  which  the  glands  tend  to  become  caseous, 
the  process  more  closely  resembles  in  its  histological 
details  what  has  been  described  as  occurring  in  the  acute 
form.  Here  the  proliferation  is  principally  confined  to 
the  lymph-corpuscles.  These  increase  in  number,  and 
many  of  them  become  considerably  enlarged  and  form 
multinncleated  elements.  The  gland  thus  becomes  en- 
larged, soft,  and  elastic  in  consistence,  and  of  an  uniform 
greyish-white  colour.  Owing  to  the  obstruction  to  the 
circulation  caused  by  the  pressure  of  the  new  growth,  the 
latter  undergoes  retrogressive  changes  and  becomes 
caseous.  The  caseous  material  may  subsequently  liquefy, 
or  become  infiltrated  with  calcareous  particles. 

INFLAMMATION  OF  LYMPHATIC  STKUCTHRES  IN 
TYPHOID  FEVER. 

The  inflammatory  processes  which  occur  in  the  lym- 
phatic structures  in  Typhoid  Fever,  have  their  seat  in  the 
spleen,  in  the  lymphatic  structures  of  the  intestine,  and 
in  the  mesenteric  glands. 
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The  SpJccn. — In  the  s[)leen  the  change  resembles  that 
which  occurs  in  many  of  the  other  acute  febrile  diseases, 
although  it  reaches  its  maximum  in  typhoid.  The 
sj^lenic  tissue  becomes  exceedingly  vascular  and  the  lym- 
phatic elemeuts  increase  rapidly  in  number,  so  that  the 
organ  often  attains  two  or  three  times  its  natural  size. 
Many  of  the  new  elements  enter  the  blood,  thus  causing 
a slight  temporary  increase  in  the  number  of  white  blood- 
corpuscles.  As  the  fever  subsides,  the  hypencmia  di- 
minishes, the  hyjDerplastic  process  ceases,  many  of  the 
new  elements  undergo  disintegration  and  absorption,  the 
remainder  enter  the  blood,  and  thus  the  organ  again 
attains  its  normal  characters  and  dimensions. 

The  Intestinal  Ltpnjthatic  Structures. — It  is  in  the 
solitary  and  Peyer’s  glands  that  the  most  characteristic 
changes  take  place  in  typhoid  fever.  These  structures 
may  lie  involved  throughout  the  whole  of  the  small  and 
large  intestine,  but  in  most  cases  the  process  is  limited  to 
those  in  the  ileum  and  caicum ; and  those  glands  are 
always  the  ino.st  affected  which  are  situated  the  nearest 
to  the  ileo-c;ecal  valve. 

The  primary  change  here  consists  in  an  increase  in  the 
vascularity  of  the  glands,  and  in  a general  proliferation 
of  their  lymphatic  elements.  Many  of  the  elements  also 
increase  considerably  in  size,  so  as  to  form  the  multi- 
nucleated  cells  ah’eady  alluded  to.  Both  Peyer's  patches 
and  the  solitary  glands  thus  become  considerably  en- 
larged and  prominent,  standing  u])  above  the  surface  of 
the  intestine.  They  arc  of  a greyish-white  or  pale  reddish 
colour,  and  of  a soft,  brain-like  consistence.  The  sur- 
rounding mucous  membrane  is  also  exceedingly  vascular, 
and  is  the  seat  of  an  acute  catarrhal  process.  This 
catarrh  is  more  or  less  general,  and  usually  precedes  the 
swelling  of  the  glands.  'I’he  new  growtli,  in  many  parts, 
rapiiUy  extends  beyond  the  confines  of  the  glands  into 
the  immediately  surrounding  and  subjacent  tissues,  and 
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even  in  some  cases  into  the  muscular  coat.  It  may  thus 
be  said  to  become  heteroplastic. 

The  process  now  passes  into  the  second  stage — that  of 
the  death  and  disintegration  of  the  newly-formed  tissue. 
This  may  terminate  in  various  ways.  The  enlarged 
glands,  many  of  them,  subside,  the  new  elements  become 
disintegrated  and  are  absorbed,  and  the  gland  thus  un- 
dergoes a gradual  process  of  resolution.  In  others,  the 
individual  follicles  of  the  gland  ruiDture,  discharging  their 
contents  externally,  and  the  patches  then  acqnire  a pecu- 
liar reticulated  appearance.  The  most  characteristic 
termination,  however,  of  the  typhoid  process,  is  the 
.separation  of  the  dead  tissue  as  a slough,  and  the  forma- 
tion of  the  typhoid  xilcer. 

'I’he  process  of  sloughing  and  ulceration  may,  like  that 
of  proliferation,  take  place  nniformly  throughout  the 
whole  gland,  in  which  case  the  whole  mass  is  thrown  oIF, 
leaving  an  ulcerated  surface  corresponding  in  size  with 
that  of  the  gland.  More  commonly,  however,  in  the 
patches,  the  sloughing  commences  in  different  portions  of 
the  patch,  and  small  irregular  losses  of  substance  result 
which  may  gradually  extend  until  they  form  one  large 
ulcer. 

Although,  as  already  stated,  the  new  growth  may 
extend  beyond  the  confines  of  the  glands,  this  is  rarely 
the  case  with  the  ulceration.  The  heteroplastic  growth 
undergoes  resolution,  and  hence  the  ulcers  have  the  same 
configuration  as  the  original  glands;  those  originating 
from  the  patches  being  oval,  with  their  long  diameter  in 
the  direction  of  the  gut ; and  those  originating  in  the 
solitary  glands  being  spherical  in  shape.  In  rare  cases, 
when  there  is  much  infiltration  of  the  surrounding  mucous 
membrane,  the  ulceration  may  extend  slightly  beyond 
the  confines  of  the  glands. 

With  the  sloughing  and  disintegration  of  the  new 
tissue  the  process  of  proliferation  ceases,  and  hence  there 
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is  no  induration  or  thickening  of  the  base  or  edges  of  the 
ulcer.  The  base  is  smooth,  and  is  irsually  formed  of  the 

Fig.  80. 


A typhoid  Ulcer  of  the  Intestine  (di/ii/raminatic).  Show- 
ing tlie  undermined  edges  of  the  ulcer,  and  the  slough  still 
adherent,  a.  Epithelial  lining,  b.  Submucous  tissue. 
c.  Muscular  coat.  <t.  Peritoneum. 

submucous  or  muscular  coat  of  the  intestine.  The  edges 
are  thin  and  undermined,  and  consist  of  a well-defined 
fringe  of  congested  mucous  membrane.  (I'ig.  80.)  This 
is  best  seen  when  the  gut  is  floated  in  water.  In  some 
cases,  however,  the  sloughing  extends  deeper  through  the 
mirscular  layer  to  the  sub-peritoneal  tissue,  and  it  may 
thus  cause  perforation  and  peritonitis. 

The  third  stage  of  the  process  is  that  of  cicatrization. 
This  takes  place  by  the  resolution  of  the  perijDheral  hete- 
roplastic growth,  the  ajrproximatiou  and  nnion  of  the 
undermined  edges  with  the  floor  of  the  ulcer,  and  the 
gradual  formation  fi'oin  the  margin  of  an  epithelial  cover- 
ing. The  gland-structure  is  not  regenerated.  The 
I’esulting  cicatrix  is  slightly  depressed,  and  less  vascular 
than  the  surrounding  mucous  membrane.  There  is  no 
puckering  or  diminution  in  the  calibre  of  the  gut.  In 
some  cases,  however,  cicatrization  does  not  take  jjlace  so 
readily,  and  the  floor  of  the  ulcer  becomes  the  seat  of  a 
secondary  ulceration.  This  usually  takes  place  after  the 
general  disease  has  run  its  course,  or  during  a relapse. 
Profuse  haemorrhage  and  perforation  more  commonly 
result  from  the  secondary  ulceration  than  from  the  jjri- 
mary  sloughing  of  the  glands. 

The  Mesenteric  Glands. — The  change  in  the  mesenteric 
glands  is  probably  secondary  to  that  in  the  intestine. 
These  glands  become  the  seat  of  an  acute  hyjjcrplasia. 
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and  are  enlarged,  soft,  and  vascular.  They  usually,  like 
many  of  the  glands  in  the  intestine  and  the  spleen,  un- 
dergo a gradual  process  of  resolution.  In  rare  cases, 
however,  the  capsule  of  the  gland  is  destroyed,  and  the 
softened  matters  may  escape  into  the  peritoneal  cavity 
and  so  cause  j^eritonitis.  The  enlarged  glands  may  also 
become  caseous,  and  subsequently  calcify. 


CHAPTER  XXXV. 


INFLAMMATION  OF  MUCOUS  MEMBKANES. 


In'  mucous  membranes  inflammatory  jn'ocesses  are  di- 
vided into  catarrhal,  and  crouiioiis  or  Jihrlnous  inflam- 
mations. 

Catakrual  IxFLAiiiiATiON. — Catarrhal  inflammation, 
or  as  it  is  more  commonly  called  catarrh,  is  much  the 
more  frequent.  In  its  milder  forms  this  is  characterised 
mainly  by  an  increased  secretion  of  mucus.  The  initial 
hypermmia  of  the  membrane  is  followed  by  an  abnormal 
production  of  ejiithelial  and  mucous  elements.  The  liquid 
which  transudes  from  the  blood-vessels  is  more  abundant, 
the  small,  spherical,  newly-formed  cells  which  constitute 
the  mucus-coi'puscles  are  produced  with  increased  rapidity, 
and  the  result  is  an  increased  secretion  of  mucus  rich 
in  cellular  elements.  These  young  cells  are  many  of 
them  emigrant  blood-corpuscles,  others  are  produced 
within  the  epithelial  cells  by  endogenous  multiplication. 
As  the  proliferation  continues,  many  of  the  epithelial 
elements  become  loosened  and  are  discharged  with  the 
mucus,  and  within  these  groups  of  bodies  may  occasionally 
be  seen,  which  are  evidently  yoirng  mucus-corpuscles. 
(Fig.  81.)  The  secretion  of  the  raucous  glands  is  also 
increased.  Owing  to  these  changes,  the  mucous  mem- 
brane becomes  swelled  ami  abnormally  vascular.  The 
increased  vascularity  is  evidenced  by  redness  during  hfe, 
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but  after  death  the  blood  usirally  jjasses  out  of  the  vessels, 
aud  the  membrane  may  look  paler  than  natural. 

Fig.  81. 


(’nUirrlml  InflnmmntUm  of  the.  Conjunctiva,  a.  Epithelium. 
b.  Sub-epitheliiil  coinioc.tivo  tissue.  Showing  the  prolifera- 
tiou  of  tho  epithelium,  and  the  origin  of  the  young  elements 
within  the  epithelial  cells,  (llimlllcisch.) 

If  the  irritation  be  more  severe,  the  vascular  pheno- 
mena are  more  marked,  the  production  of  young  elements 
is  more  rapid,  they  are  smaller  and  not  so  well  developed, 
the  epithelium  loosens  and  falls  off  more  readily,  and  the 
secretion  becomes  puriform  from  the  great  number  of 
cellular  elements  which  it  contains.  Many  of  these  ele- 
ments are  indistinguishable  from  pus-corpuscles,  others 
are  somewhat  larger  and  resemble  the  corpuscles  of  normal 
mucus.  Between  the  corpuscles  of  mucus  and  jdus  there 
is  no  line  of  demarcation,  the  one  passing  by  insensible 
gradations  into  the  other.  The  former  are  somewhat 
larger  and  more  regular  in  shape  than  the  latter,  and 
usually  contain  only  a single  nucleus.  As  the  process 
continues  the  sub-epithelial  tissue  is  gradually  involved, 
and  becomes  infiltrated  with  young  cells.  Owing  to  the 
loss  of  epithelium,  the  surface  of  the  membrane  may  at 
the  same  time  become  more  or  less  irregular,  and  present 
numerous  irregular  abrasions  or  ulcers. 
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These  changes  in  the  mucous  membrane  itself  are 
accompanied  by  a hypci-plasia  of  the  lymphatic  structures 
which  it  contains.  The  lymph-follicles  become  enlai-ged 
from  the  multiplication  of  their  elements.  Their  contents 
may  soften  and  form  a minute  pseudo-abscess,  and  this 
bursting  gives  rise  to  a small  ulcer.  These  are  the  folli- 
cular ulcers  so  often  seen  in  catarrhal  conditions  of  the 
intestines  and  pharynx.  The  ulceration  in  some  cases 
extends  beyond  the  confines  of  the  follicle.  The  proper 
glandular  structures  may  also  become  involved.  Their 
epithelium  multiplies,  the  glands  become  choked  with  the 
epithelial  elements,  and  they  may  subsequently  atrophy. 
This  is  seen  in  catarrh  of  the  stomach. 

The  acute  process  may  (|irickly  subside,  or  it  may  be- 
come chronic.  In  the  latter  case  the  vascularity  dimi- 
nishes, but  the  multiplication  of  elements  continues  both 
in  the  epithelial  and  sub-cpithelial  tissue,  as  does  also  the 
increased  secretion  of  mucus  (suppuration).  The  latter 
thus  becomes  thicker  and  more  puriform  in  character. 

Chronic  catarrhal  infiammatious  of  mucous  mem- 
branes differ  from  the  acute,  inasmuch  as  the  sub- 
epithelial  connective  tissue  is  much  more  extensively 
involved.  This  tissue  becomes  infiltrated  with  3mung 
elements,  which  may  ultimately  form  a more  or  less  com- 
pletely fibrillated  structure.  The  membrane  thus  becomes 
indurated  and  thickened,  and  the  pressure  exercised  by 
the  new  tissue  may  induce  atro25hic  changes  in  the  glan- 
dular structiires  which  it  contains ; Ijy  preventing  the 
exit  of  their  secretion  it  may  also  cause  them  to  dilate  so 
as  to  forrti  cysts.  This  ati’oidiy  of  the  |)roper  glandular 
structures  is  seen  in  chronic  catarrh  of  the  stomach. 
These  changes  in  the  sub-epithelial  connective  tissue  are 
usually  accomimuied  by  enlargement  of  the  lynqdiatic 
, structures,  an  enlargement  which  sometimes  gives  to  the 
membrane  a nodular  or  granular  ai)pearance  : this  is  well 
seen  in  the  pharynx  (follicular  pharyngitis).  The  enlarged 
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lymphatic  stnictures  may  also  constitute  the  starting- 
points  of  an  ulcerative  process.  (See  “ Tuberculosis  of 
Mucous  Membranes.”)  In  some  situations,  as  the 
stomach  and  intestine,  the  membrane  often  at  the  same 
time  becomes  deeply  pigmented. 

Croupous  or  Fibrinou.s  Inflammation. — This  is  a more 
intense  form  of  inflammation  than  the  preceding,  and  is 
characterised  by  the  exuded  inflammatory  liquids  con- 
taining a larger  proportion  of  coagulable  material. 
Fibrinous  inflaramation  may  be  induced  artificially  by 
severe  irritants,  and  it  occurs  in  croup,  dqihtheria,  and  in 
many  cases  of  dysentery.  ’ 

croup. 

In  croup,  the  inflammatory  process  at  its  commence- 
ment is  simply  a severe  catarrhal  one,  consisting  in  an 
increase  in  the  vascularity  of  the  membrane,  together 
with  an  exudation  of  liquor  sanguinis  and  blood-corpuscles, 
and  proliferation  of  the  epithelial  elements.  This  is 
quickly  followed  by  the  production  of  a fibrinous  layer 
upon  the  surface  of  the  tissue,  usually  known  as  the 
false  membrane.  This  membrane  varies  considerably  in 
consistence,  being  in  some  cases  firm  and  tough,  in  others 
much  softer.  It  can  readily  be  removed  from  the  sub- 
jacent tissue,  and  after  its  removal,  the  mucous  membrane 
is  left  partially  deiirived  of  its  epithehum.  If  the  inflam- 
matory process  subsides,  the  epithelium  is  reproduced 
and  the  part  returns  to  its  normal  condition;  but  if  it 
continues,  a fresh  false  membrane  is  formed.  As  the 
inflammation  extends  downwards  into  the  trachea  and 
bronchi,  a gradual  transition  may  usually  be  obsei'ved 
from  croupous  to  catarrhal  inflammation.  In  the  upper 
part  of  the  air  passages,  where  the  process  is  most  intense, 
the  false  membrane  exists,  but  in  passing  downwards, 
where  it  becomes  less  severe,  the  mucous  membrane  is 
simply  coated  with  mucus. 
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Respecting  the  nature  of  the  false  membrane — opinions 
differ.  When  examined  microscopically,  it  is  seen  to  con- 
sist of  a finely  fibrillated  and  delicate  network  of  homo- 
geneous material,  enclosing  in  its  meshes  numerous 
leucocytes  and  epithelial  cells.  This  fibrillated  network 
has  been  commonly  supposed  to  be  produced  by  the  co- 
agulation and  fibrillation  of  the  inflammatory  exudation 
liquids.  According  to  Euhl,  AYagner,  and  others,  how- 
ever, its  formation  is  mainly  due  to  a peculiar  metamor- 
phosis of  the  ei^ithelial  cells,  which  become  converted 
into  a kind  of  fibrinous  material.  The  smaller  cells 
which  are  enclosed  in  its  meshes  are  doubtless  principally 
escaped  blood-corpuscles ; the  larger  epithelial  elements, 
which  are  much  less  numei'ous,  are  those  belonging  to  the 
mucous  membrane. 


DirilTHElUA. 

It  is  difficult  in  many  cases  to  draw  any  line  of  demar- 
cation between  the  histological  changes  occtirring  in 
diphtheria  and  those  of  croup.  In  diphtheria,  however, 
the  .submucous  tissue  usually  becomes  more  extensively 
involved,  so  that  the  false  membrane  is  much  less  readily 
removed.  The  circulation  also  often  becomes  so  much 
interfered  with,  that  portions  of  the  tissue  lose  their 
vitality,  and  large  ash-coloured  sloughs  are  formed,  which 
after  removal  leavo  a considerable  loss  of  substance. 

DYSENTERY. 

Tlie  inflammatory  processes  occurring  in  the  intestine 
in  dysentery  are  for  the  most  part  limited  to  the  large 
intestine,  although  the  ileum  is  also  occasionally  involved. 
The  inflammation  is  always  most  marked  in  the  rectum 
and  descending  colon,  and  it  may  be  stated  generally, 
that  it  is  characterised  by  the  ulcei'ation  and  sloughing 
of  the  membrane  to  which  it  gives  rise. 
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The  intestinal  changes  vary  considerably  according  to 
the  intensity  of  the  inflammatory  process.  In  the  milder 
forms  of  the  disease  the  changes  are  most  marked  on  the 
summits  of  the  folds  of  the  mucoiis  membrane.  These 
are  found  covered  with  a greyish-white  layer  of  fibrinous 
material,  which,  when  scraped  off,  leaves  a superficial 
loss  of  snbstance.  The  mucons  membrane  generally  is 
hyperasmic  and  softened.  The  submucous  tissue  is  also 
infiltrated  with  inflammatory  j^roducts,  and  the  solitary 
glands  are  enlarged  and  prominent. 

When  the  process  is  more  severe,  the  submncous  tissne 
becomes  more  extensively  involved,  and  the  superficial 
layer  of  fibrinous  material  extends  over  wider  areas  and 
implicates  more  deeply  the  mucous  membrane.  The 
thickening  of  the  intestinal  wall,  however,  is  much  greater 
in  some  parts  than  in  others,  so  that  projections  are  pro- 
duced upon  the  inner  surface  of  the  intestine,  corre- 
sponding with  those  parts  which  are  the  most  affected, 
d’he  enlarged  solitary  glands  usually  slough,  and  so  give 
rise  to  circular  ulcers  which  rapidly  increase.  When  the 
process  has  reached  this  stage,  the  muscular  and  serous 
coats  are  implicated,  the  latter  being  covered  with  layers 
of  fibrin  which  form  adhesions  with  adjacent  parts.  The 
intestine  is  much  dilated,  and  contains  blood  and  disin- 
tegrating inflammatory  products. 

In  the  most  intense  forms  of  the  disease,  the  necrosis  is 
more  extensive.  According  to  Rokitansky,  large  portions 
of  the  mucous  membrane  are  converted  into  black  rotten 
sloughs.  The  submucous  tissue  is  infiltrated  with  dark 
blood  and  serum,  but  subsequently  it  becomes  the  seat  of 
a reactive  suppurative  inflammation,  by  means  of  which 
the  necrosed  portions  of  tissue  are  removed. 

If  death  does  not  occur  and  the  inflammatory  process 
subsides,  the  ulcers  may  gradually  heal.  When  the  loss 
of  substance  has  not  been  considerable,  the  edges  of  the 
ulcers  may,  by  the  contraction  of  the  submucous  tissue, 
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become  completely  approximated.  More  commonly, 
however,  the  loss  of  substance  is  so  great  that  portions 
of  the  membrane  are  left  consisting  simply  of  connective 
tissue. 

Mlien  the  inflammatory  process  becomes  chronic,  the 
changes  in  the  submucous  connective  tissue  become  more 
marked,  and  the  new  flbroid  growth  gives  rise  to  con- 
siderable thickening  and  induration  of  the  intestinal  wall 
and  to  more  or  less  contraction  and  naiTowing  of  the 
cavity.  Sometimes  it  forms  fibrous  bands  which  project 
into  the  gut.  The  formation  of  abscesses  and  fistulous 
passages  occasionally  occurs  in  the  thickened  intestinal 
wall. 


CHAPTER  XXXVI. 


INFLAMMATION  OF  SEROUS  MEMBRANES. 


Inflammatory  processes  in  serous  membranes  vary  in 
tlieir  intensity,  and  in  tbe  amonnt  and  character  of  the 
effusion. 

The  process  commences,  as  in  mucous  membranes, 
with  hypormmia,  exudation  of  liquor  sanguinis  and  emi- 
gration of  blood-corijuscles,  together  with  increased 
activity  of  the  endothehal  elements.  The  endothelial 


Fig.  82. 


Inflamed  Epiplnon  of  a liahhit.  Sbo^viDgthe  i 

endogenous  proliferation  of  the  endothelium. 

X 250.  (Cornil  and  Ranvior.)  ' 

cells  enlarge  and  become  more  granular,  their  nuclei  mul-  ^ 
tiply,  and  thus  several  new  elements  are  formed  within  a 
single  cell  (endogenous  multiplication)  from  which  they  ; 
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subsequently  escaiDe.  (Fig.  82.)  The  number  of  new 
elements  which  are  thus  produced,  together  with  some  of 
the  older  cells,  and  a large  number  of  emigrant  blood- 
corpuscles,  escape  with  the  exuded  liquor  sanguinis  into 
the  serous  cavity,  where  they  may  continue  to  exhibit 
their  formative  activity. 

Owing  to  these  changes  the  membrane  loses  its  natural 
smooth  and  glistening  apiDearance,  and  becomes  opaque, 
roughened,  and  exceedingly  vascular.  Its  surface  at  the 
same  time  becomes  covered  with  a fibrinous  layer,  and 
more  or  less  liquid  transudes  into  its  cavity.  The 


Fig.  83. 


InJIammntion  of  Iho.  Dinplirnfirnatic  Pleura.  Show- 
ing the  adherent  lihrinoiis  layer,  a.  Muscular  coat  of 
diaphragm,  h.  Sub-scrous  tissue,  c.  Serous  mem- 
brane. p.  Fibrinous  layer,  x 400.  (Kiudtleisch.) 

coagulable  material  which  exudes  from  the  vessels,  forms 
a soft,  elastic,  membranous,  or  reticulated  investment, 
inclosing  in  its  meshes  numerous  small  cells.  This 
either  glues  the  twm  surfaces  of  the  membrane  together, 
or,  if  they  are  separated  by  liquid  effusion,  forms  a 
slightly  adherent  layer.  (Fig.  83.)  The  exuded  liquid 
varies  considerably  in  amount  and  is  ahvays  tnrbid, 
thus  differing  from  non-inflammatory  effusions.  It  con- 

X 2 
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tains  flakes  and  masses  of  coagulated  fibrin  and  innu- 
merable cell-structures,  the  latter  being  in  the  earliest 
stages  of  the  process  almost  entirely  emigrants. 

The  nature  of  the  subsequent  changes  will  depend  ixpon 
the  intensity  of  the  inflammation,  and  upon  the  amount 
of  liquid  exuded  into  the  serous  cavity.  If  the  inflam- 
matory process  subsides,  and  the  liquid  exuded  is  not 
sufficient  to  prevent  the  two  surfaces  of  the  membrane 
from  coming  into  contact,  they  grow  together  and  form 
an  adhesion.  This  constitutes  the  so-called  adhesive 
inflammation.  The  union  is  effected  by  the  formation  of 
connective  tissue.  The  small  round  cells  embedded  in  the 
fibrinous  layer  become  elongated  and  spindle-shaped,  the 
fibrinous  material  fibrillates,  and  numerous  new  vessels 
are  formed.  Many  of  the  latter  atrophy  and  disappear 
as  the  organisation  becomes  complete.  The  process  is 
thus  i^recisely  similar  to  that  which  takes  place  in  the  union 
of  an  incised  wound.  It  is  probable  also  that  in  some 
cases  union  may  take  place  without  the  intervention  of 
any  fibrinous  layer,  by  the  formation  and  growing  to- 
gether of  irregular  papillary  outgrowths  from  the  sub- 
endothelial  tissue. 

If,  however,  the  inflammatory  process  is  severe,  or  the 
surfaces  of  the  membrane  are  separated  by  a large  quan- 
tity of  hquid  effusion,  organisation  and  adhesion  cannot 
be  thus  readily  effected.  If  a large  quantity  of  liquid 
exists  in  the  serous  cavity,  the  removal  of  this  becomes 
necessary  before  union  can  take  place.  If  the  inflamma- 
tory process  continues,  or  its  severity  is  great,  union  is 
prevented  by  the  formation  of  pus.  These  two  condi- 
tions must  be  considered  separately. 

The  existence  of  a large  amount  of  effusion  interferes 
with  the  adhesion  of  the  serous  surfaces,  and  before  this 
can  be  effected  the  absorption  of  the  hquid  becomes 
necessary.  In  some  cases  this  occurs  very  rapidly,  and 
it  is  probably  greatly  facilitated  by  the  new  blood-vessels 
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which  are  produced  iii  the  fibrinous  la}'or.  Frequently, 
however,  the  process  is  more  prolonged,  and  the  sub- 
endothelial  connective  tissue  becomes  involved  before  ab- 
sorption takes  jjlace.  "When  this  is  the  case  the  connec- 
tive tissue  of  the  serous  membrane  becomes  infiltrated 
with  young  cells,  which  form  a granulation-tissue  beneath 
the  laj^er  of  jiroliferating  endothelium.  The  endothelium 
itself  gi'adnally  becomes  less  abundant,  and  the  fibriuoirs 
exudation  undergoes  fatty  changes  and  liqirefies.  The 
new  granulation-tissue  becomes  exceedingly  vascular  from 
the  formation  of  numerous  blood-vessels,  and  if  the  in- 
flammation subsides,  it  gradually  develops  into  connec- 
tive tissue,  and  thus  a false  membrane  is  formed  rich  in 
vessels  which  takes  the  place  of  the  endothelial  layer. 
As  the  liquid  is  absorbed,  the  two  surfaces  of  the  mem- 
brane come  into  contact  and  grow  together,  the  new 
vessels  becoming  gradually  obliterated. 

If  the  inflammatory  j^rocess  does  not  subside,  or  from 
its  commencement  is  of  considerable  severity,  it  is  at- 
tended by  the  formation  of  large  quantities  of  pus.  In 
this  case  the  emigration  of  blood-corpuscles  is  so  con- 
siderable that  the  young  elements  exist  in  large  enough 
numbers  to  give  to  the  exuded  liquids  a puriforiu  character. 
The  effusion  is  then  termed  purulent  (empyema).  As  the 
connective  tissue  becomes  involved  and  a granulation- 
tissue  is  formed,  this  may  continue  to  generate  pus  like 
an  oivlinary  granulating  wound.  If  the  pus  be  removed, 
the  suppuration  may  gradually  cease,  the  grairalatiou- 
tissne  develop  into  a fibrous  structure,  and  the  union 
of  the  serous  surfaces  thus  be  effected.  The  serous 
membrane  becomes  greatly  thickened,  and  the  new  tissue 
undergoes  considerable  contraction  in  the  jjroccss  of  its 
organisation. 


CHAPTER  XXXVII. 


INFLAMMATION  OF  THE  LIVER. 

Inflammatoky  processes  in  the  liver  ai-e  either  acute  or 
chronic.  Acute  inflammations,  leading  to  suppuration, 
are  usually  infective  in  their  nature,  resulting  from  the 
transmission  of  infective  materials  from  inflammatory 
lesions  in  the  abdominal  organs  or  in  other  parts.  The 
processes  are  consequently  most  frequently  disseminated 
and  confined  to  small  portions  of  the  hej^atic  substance. 
The  pus-corpuscles — which  usually  accumulate  so  as  to 
form  an  abscess — are  almost  entirely  emigrants,  although 
recent  investigations  render  it  highly  probable  that  they 
may  also  originate  by  the  endogenous  proliferation  of  the 
liver-cells. 

These  suppurative  inflammations  are  in  the  majority  of 
cases  pyasmic,  and  when  pyaemic  they  are  usually  mul- 
tiple. Hepatic  aljscess  is  also  not  nnfrequently,  in  tropi- 
cal climates,  associated  with  dysentery.  Here  the  abscess 
is  commonly  single,  and  it  jirobably  residts  from  the  ab- 
sorption of  infective  substances  from  the  diseased  intes- 
tine. As  other  causes  of  hepatic  abscess  must  be  men- 
tioned inflammation  of  the  bile-ducts,  such  as  sometimes 
results  from  gall-stones,  &c. ; and  external  violence. 

Chronic  inflammatory  processes  in  the  liver,  being  of 
much  less  intensity,  lead  to  a gradual  increase  in  the 
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connective  tissue  of  the  organ,  and  consequently  to  indu- 
ration and  to  the  subsequent  atrophy  of  its  proper  struc- 
ture. They  constitute  what  is  known  as  interstitial  hepa- 
titis, or  more  commonly  as  cirrhosis. 

CIRllUOSIS  OF  THE  LIVER. 

Cirrhosis  of  the  liver,  or  interstitial  hepatitis,  is  charac- 
terised by  a gradual  increase  in  the  connective  tissue  of 
the  organ  and  by  subsequent  atrojDhy  of  the  liver-cells,  so 
that  when  examined  with  a low  magnifying  jjower,  the 
acini  are  seen  to  be  separated  by  broad  tracts  of  new  in- 
terstitial growth.  (Fig.  81.) 


Fig.  RL 


Cirrhosis  of  the  Liver.  Showing  tho  growth  of  con- 
nective tissue  between  tho  liepatic  lobules,  a.  Lobules. 
h.  Xow  growth  of  interlobular  connective  tissue,  x IG. 

The  process  usually  commences  in  the  connective  tissue 
surrounding  the  smaller  branches  of  the  portal  vein,  and 
gradually  extends  to  that  surrounding  the  larger  ones,  until 
ultimately  the  connective  tissue  throughout  the  whole 
organ  may  become  involved.  This  tissne  becomes  infil- 
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trated  witli  small  round  cells,  from  whicli  are  produced  a 
more  or  less  completely  fibrillated  structure,  containing 
in  the  earlier  stages  of  its  development  numerous  new 
blood-vessels  which  are  supplied  by  branches  of  the  hepa- 
tic artery.  The  change  is  sometimes  uniform,  but  more 
commonly  it  is  much  more  advanced  in  some  jjarts  than, 
in  others.  In  many  places  the  new  tissue  consists  almost 
entirely  of  cells,  whilst  in  others  the  fibrillation  is  much 
more  marked ; and  if  the  process  lasts  long  enough,  the 
vascirlar  and  richly  cellular  growth  gradually  assumes  the 
characters  of  cicatidcial  tissue,  the  vessels  at  the  same 
time  becoming  obliterated.  (See  Fig.  72.) 


Fig.  85. 


Cirrhosis  of  the  Liver.  A thiu  section  from  the  ex- 
ternal portion  of  one  of  the  hepatic  lobules.  Sliowing 
the  new  growth  of  connective  tissue,  and  the  way  in 
which  it  involves  the  intercellular  network  and  causes 
atrophy  of  the  liver-cells,  x 200. 


The  effect  of  the  new  growth  is  ultimately  to  cause 
atrophy  of  the  hepatic  cells,  and  to  obstruct  the  circula- 
tion through  the  portal  capillaries  and  the  ptissage  of  bile 
through  the  bile-ducts.  This  effect  is  materially  increased 


CIERHOSIS  OF  THE  LIVER. 


313 


l)y  the  process  of  contraction  which  the  new  tissue  under- 
goes. The  hepatic  cells  in  the  outer  zone  of  the  lobules 
are  the  first  to  atrophy;  the  new  tissue  insinuating  itself 
between  them,  so  as  to  gradually  involve  the  iutercellular 
network.  (Fig.  85.)  The  cells  then  become  smaller  and 
undergo  fatty  metamorphosis  ; and  ultimately  they  are 
completely  destroyed.  Those  in  the  central  parts  of  the 
lobule  are  in  the  earlier  stages  but  little  altered,  although 
they  are  often  stained  with  bile.  As  the  growth  extends, 
however,  these  also  become  annihilated,  and  the  whole 
lobule  may  be  rej^laced  by  connective  tissue.  The  cells  in 
the  outer  part  of  the  lobules  are  sometimes  infiltrated  with 
fat  prior  to  their  destruction,  the  cirrhosis  being  asso- 
ciated with  fatty  infiltration.  (See  Fig.  7.) 

The  obliteration  of  the  portal  capillaries  by  the  new 
tissue  gives  rise  to  ascites,  hEsmatemesis,  diarrhoja,  en- 
largement of  the  spleen,  and  to  the  other  results  of  portal 
congestion.  Obstruction  of  the  bile-ducts,  although  it 
may  cause  staining  of  the  hepatic  substance,  is  rarely 
such  as  to  interfere  with  the  passage  of  the  bile  into  the 
intestine,  and  hence  there  is  usually  but  little  general 
jaundice. 

Physical  characters. — The  physical  characters  of  the 
cirrhosed  liver  vary.  In  the  earlier  stages  of  the  disease 
the  organ  is  probably  always,  more  or  less  increased  in 
size ; the  enlargement  being  almost  uniform,  and  the  edge 
roxmded  and  thickened.  In  some  cases  this  enhu-gement 
is  consiilerable,  and  there  is  but  little  subsequent  atrophy 
and  contraction,  the  organ  being  found  large  and  compara- 
tively smooth  after  death.  More  commonly,  however, 
atrophy  and  contraction  constitute  marked  features  in  the 
disease,  and  the  liver  is  small,  presenting  an  irregular 
nodular  surface. 

Kespecting  the  causes  of  these  differences  in  the  altera- 
tions which  the  fiver  undergoes  as  a consequence  of  the 
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interlobular  growth— we  are  at  present  unable  to  speak 
certainly.  They  probably,  however,  depend  in  great  mea- 
sure upon  dilFerences  in  the  age  of  the  growth,  and  in  its 
distribution.  In  the  large  livers  the  growth  is nsnally  richly 
cellular  and  very  generally  distributed ; whilst  in  the 
smaller  nodular  forms  of  cirrhosis  it  is  commonly  more 
fibrous  and  less  cellular  in  character,  and  its  distribution 
is  more  partial.  It  is  probable  that  in  the  larger  livers 
the  growth  is  in  an  earlier  stage  of  development,  and  that 
if  the  patient  had  lived,  the  organ  would  have  diminished 
in  size.  When  the  growth  is  irregularly  distributed  it 
necessarily  causes  more  irregularity  in  the  configuration 
of  the  liver  than  when  the  distribution  is  more  uuifoi-m. 

The  cirrhosed  liver  is  always  increased  in  consistence. 
It  breaks  down  less  readily  under  the  finger,  and  is  often 
exceedingly  firm  and  tough.  On  section,  the  new  tissue 
is  visible  to  the  naked  eye  surrounding  the  lobules  and 
in  many  parts  completely  replacing  them.  This  gives 
to  the  cnt-surface  a mottled  granular  apj^earance,  the 
lobules  themselves  contrasting  with  the  new  interlobular 
tissue  ; and  this  appearance  is  sometimes  increased  by 
fatty  infiltration  of  the  cells  in  the  2ieripheral  zone.  The 
capsule  also  may  be  thickened,  and  the  organ  is  frequently 
stained  with  bile. 

ACUTE  YELLOW  ATEOPHY. 

This  exceedingly  rare  disease  of  the  liver  is  characterised 
by  a raihd  diminution  in  its  size,  and  by  destruction  of 
the  hepatic  cells.  The  organ  may,  in  the  course  of  a few 
days,  be  reduced  to  less  than  half  its  natural  bulk, 
being  esi^ecially  diminished  in  thickness.  It  is  soft  and 
flabby  in  consistence,  bloodless,  and  of  a dull  yellow  or 
yellowish-red  colour.  The  lobules  are  indistinguishable. 
When  examined  microscopically,  the  liver-cells  are  found 
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to  be  completely  destroyed,  being  replaced  by  granular 
debris,  fat  granules,  and  pigment.  Tyrosin  and  leucin 
have  been  found  in  tbe  disintegrated  liver-tissue. 

The  pathology  of  this  disease  is  exceedingly  obscure. 
By  some  it  has  been  regarded  as  an  acute  inflammatory 
process,  by  others  as  a passive  degeneration. 


CIIAPrER  XXXVIII. 


INFLAMMATION  OF  THE  KIDNEY. 

I.NTLAMMATOiiY  procGsses  in  the  kidney  present  certain  j 

variations  according  to  their  intensity.  They  comprise  | 

unppurative,  tiihal,  and  interstitial  nephritis.  Of  these,  1 

suppurative  nephritis,  as  the  name  implies,  is  an  intense 
inflammation  leading  to  the  formation  of  abscess.  It  i 

usually  results  from  the  transmission  of  infective  ma- 
terials from  some  primary  lesion,  and  consequently 
l)elongs  to  the  class  of  infective  inflammations.  Tubal  f 

nei:)hritis  is  also  an  inflammation  of  considerable  intensity,  j 

ljut  much  less  so  than  the  supj:>urative  variety.  In  it  the 
structural  changes  have  their  jjrincipal  seat  in  the  tubular 
eiDithelium.  Interstitial  nephritis  is  an  inflammatory 
])rocess  which  n;ns  a more  chronic  course,  and  is  of  less 
intensity  than  either  of  the  preceding.  Consequently  in 
it  the  principal  structural  changes  take  place  in  the  con- 
nective tissue  around  the  blood-vessels — in  the  inter- 
tubular connective  tissue.  (See  “ Chronic  Inflamma- 
tions.”) It  must,  however,  be  distinctly  borne  in  mind  j 
that  these  two  varieties  of  histological  changes — those  in 
the  tubular  epithelium  and  those  in  the  inteidubular  •< 
connective  tissue — are  very  frequently  associated.  Tubal 
and  interstitial  nephritis  cannot  therefore  be  separated 
from  one  another  by  any  distinct  line  of  demarcation.  >. 
They  might,  perhaps,  be  more  correctly  designated  acute 
and  chronic  nephritis. 
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SUrPUEATIVE  NEPHRITIS. 

Acute  inflammatoiy  processes  in  the  kidney  attended 
by  the  tbrmation  of  jins,  give  rise  to  renal  ahscegses.  Such 
processes,  as  already  stated,  are  usually  infective  in  their 
nature,  resulting  from  the  transmission  of  infective  ma- 
terials from  some  ]n-imary  inflammatory  lesion.  They 
occur  as  a result  of  pyaemia,  and  also  in  connection  with 
inflammatoi'y  conditions  of  the  urinary  jiassages.  In 
the  latter  they  give  rise  to  what  is  commonly  known  as 
the  “ Surgical  Kidney.” 

The  abscesses  met  with  in  the  kidney  as  the  result  of 
pyaemia  resemble  pyaemic  abscesses  in  other  organs. 
They  are  usually  multiple,  and  are  often  surrounded  by 
a thiu  zone  of  red  hyperaemic  tissue.  Their  characters 
will  be  more  fully  described  in  the  chapter  on  embolism. 
(See  “ Results  of  Embolism.”) 

Surgical  Kidney. — This  is  the  name  commonly  given 
to  those  inflammatory  conditions  of  the  kidney  which 
result  from  inflammation  of  the  urinary  passages.  These 
renal  inflammations  frequently  occur  in  association  with 
inflammation  of  the  pelvis  of  the  kidney,  such  as  is  pro- 
duced by  a renal  calculus  ; or  with  those  inflammatory 
changes  in  the  mucous  membrane  of  the  urinary  tract 
which  result  from  vesical  calculus,  urethral  stricture,  or 
enlargement  of  the  prostate.  In  addition  to  the  in- 
flammation of  the  urinaiy  passage  there  almo.st  invariably 
exists  some  imiicdiment  to  the  escape  of  the  urine. 

The  changes  which  occur  in  the  kidney  vary.  When 
the  inflammatory  condition  of  the  urinary  passages  has 
lasted  for  a lengthened  period  it  is  exceedingly  liable  to 
give  rise  to  chronic  renal  changes,  which  are  charac- 
terised mainly  by  more  or  less  cellular  infiltration  of  the 
intertubular  connective-tissue.  This  cellular  infiltration 
occurs  both  in  the  2iyraniids  and  cortex.  The  tubules 
are  in  some  parts  found  blocked  with  epithelium,  whilst 
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in  others  they  are  wasted  or  obliterated.  The  walls  of 
the  small  arteries  are  not  tliiclcened.  Owing  to  these 
changes,  the  kidneys — although  at  first  they  may  be 
enlarged  gradually  become  diminished  in  size,  the 
atrophy  being  probably,  in  most  cases,  partly  due  to  the 
pressui  e exercised  by  the  retained  urinary  secretion. 
The  capsule  becomes  adherent  and  thickened,  and  when 
removed,  the  surface  of  the  organ  is  found  jmckered  and 
irregular. 

Til  other  cases  the  process  is  much  more  acute,  the 


Fig.  JfG. 


Hurghal  Kidnei/.  At  the  lower  part  of  the  figure  is  seen  the 
cellular  infiltration  of  the  intortubular  tissue,  and  the  blocking 
of  the  tubes  with  epithelium  and  leucocytes.  At  the  upper 
part,  there  is  the  commencing  foi-niation  of  an  abscess,  x lUO. 

cellular  infiltration  of  the  intertuhular  tissue  is  much 
more  abundant,  and  the  young  cells  (emigrants)  accu- 
mulate in  certain  situations  in  such  numbers  as  to  give 
rise  to  abscesses.  (Fig.  86.)  The  blocking  of  the  tubes 
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with  ejDithelium  is  then  more  marked,  and  many  of 
them  are  found  filled  -with  the  emigrant  leucocytes. 
The  kidneys  are  usually  enlarged,  and  ycdlowish-white 
patches  of  various  sizes  are  seen  on  their  eut-surface. 
Many  of  these  patches  have  imruleut  centres.  They 
are  not  commonly  surrounded  by  a marked  zone  of 
red  hypersemic  tissue.  Yellowish  lines  and  strite  are 
also  seen  extending  from  the  papillte  to  the  bases  of  the 
pyramids.  This  acute  suppurative  process  may  occur 
independently  of  the  more  chronic  lesions.  Much  more 
commonly,  however,  it  supervenes  in  kidneys  which  have 
already  undergone  a chronic  change,  and  its  supervention 
appears  not  unfrequently  to  be  determined  by  the  per- 
formance of  some  surgical  operation  in  connection  with 
the  bladder  or  urethra. 

Respecting  the  pathology  of  these  changes  in  the 
kidney — they  undoubtedly  result  from  the  infiammatory 
condition  of  the  urinary  passages,  and  impediment  to 
the  escape  of  the  urine  with  which  they  are  associated. 
As  to  the  manner  in  which  the  primary  inflammation 
produces  the  secondary  in  the  kidneys  we  are  unable  to 
speak  certainly.  The  pelvis  and  calices  of  the  kidney 
are  almost  invariably  found  inflamed,  and  possibly  the 
implication  of  the  kidney  may  be  owing  to  extension  by 
contiguity.  Dr.  Dickinson  believes  it  to  be  due  to  the 
absorption  of  infective  substances  contained  in  the  urine.* 

TUBAL  NEBUBITIS. 

Tubal  nephritis,  or  as  it  is  also  called  acute  descpiama- 
tive  nephritis,  is  one  of  those  morbid  processes  which  con- 
stitute Bright’s  disease,  of  which  it  is  the  most  common 
acute  variety.  The  process,  which  has  its  scat  mainly  in 
the  cortex,  comprises  an  increase  in  the  vascularity  of 


• Dickinson,  on  “ Disseminated  Suppuration  of  tho  Kidney.” 
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tlio  organ,  exudation  into  the  urine  tnbes,  and  swelling 
with  j^rohably  proliferation  of  the  tubular  epithelium. 

The  initial  vascular  phenomena  vary  considerably  in 
different  cases.  When  the  intensity  of  the  inflammatory 
ju'ocess  is  considerable,  there  is  abundant  exudation  into 
the  urine-tubes,  many  of  the  capillaries  at  the  same  time 
frequently  rupture,  and  thus  there  is  an  escape  of  blood- 
corpuscles  and  of  liquor  sanguinis  into  the  tiibes  of  the 
cortex ; hence  the  blood  and  “ blood-casts”  in  the  urine 
which  are  so  characteristic  of  the  early  stages  of  the 
most  acute  forms  of  the  disease.  In  this  stage  the  in- 
flammatory process  may  quickly  subside,  and,  with  the 

Fio.  87. 


Tiihal  Nephritis  The  earlier  stage  of  the  process.  Show- 
ing the  swelling  of  the  tubular  epithelium.  In  some  of  the 
tub(!S  the  epitheliuju  has  fallen  out  duriug  the  preparation 
of  the  section,  x 2UU. 


exception  of  some  swelling  and  desquamation  of  the  tubular 
epitheliutn,  no  further  alterations  take  place  in  the  kidney. 
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In  other  cases  the  jjvocess  is  less  intense,  the  vas- 
cular phenomena  ai’e  much  less  marked,  and  the  prin- 
cipal changes  take  place  in  the  tubular  epithelium. 
The  epithelial  elements  become  swollen  and  granular. 
(Fig.  87.)  The  granules,  which  are  often  so  numerous  as 
to  occlude  the  nucleus  of  the  cell,  are  soluble  in  acetic- 
acid,  and  thus  differ  from  molecular  fat.  This  is  the 
condition  known  as  “ cloudy  swelling.”  Smaller  cells  are 
also  often  seen  within  the  tubes,  and  these  have  been 
supposed  to  be  the  products  of  epithelial  proliferation. 
It  is  probable  that  some  of  them  are  thirs  produced, 
although  the  majority  must  be  regarded  as  having 
escaijed  from  the  vessels.  Owing  to  these  changes  the 
tubes  become  distended  with  cellular  elements.  (Fig.  88. 

Fig.  88. 


Tid)al  Nephritis — a Siiif/le  Urine  Tnhe.  Showing  thniincu- 
mulatiou  within  the  tube.  In  tlio  few  epitlicli.al  cells 
which  have  escaped  is  seen  the  granular  condition  of  the 
protoplasm,  x 2U(J. 

In  addition  to  the  cell-forms,  many  of  the  tithes  also 
contain  hyaline  cylinders,  which  are  commonly  regarded 
as  consisting  of  coagulated  substances  which  have  es- 
caped from  the  vessels.  By  many  ])athologists,  however, 
this  hyaline  material  is  supposed  to  bo  the  product  of  a 
mucoid  metamorphosis  of  the  ejiithelium.  The  cell-forms 
contained  within  the  tubes  adhere  to  this  hyaline  suti- 
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stance,  and  some  of  them  are  washed  away  and  appear  in 
the  urine  as  “ epithelial  casts.” 

The  alterations  which  these  changes  produce  in  the 
})hysical  characters  of  the  kidneys  vary  according  to  the 
preponderance  of  the  hypersemia  or  of  the  epithelial 
growth.  The  organs  are  always  considerably  increased 
ill  size,  and  more  or  less  abnormally  vascular.  The 
capsule  separates  readily,  exposing  a perfectly  smooth 
but  vascular  surface.  The  consistence  is  diminished, 
the  tissue  breaking  with  a soft  friable  fracture.  On 
section,  the  increase  in  the  size  of  the  organ  is  seen  to 
be  principally  due  to  the  increased  thickness  of  the  cortex. 
'I’liis  is  either  of  a reddish-brown,  or  of  an  opaque-white 
or  pale  buff  colour ; these  differences  depending  upon  the 
relative  proportion  of  blood  and  of  accumulated  epithelial 
elements.  Although  in  the  earliest  stage  of  the  most 
acute  forms  of  the  disease  the  colour  is  redder  than  natu- 
ral, it  usually  soon  becomes  pale  and  opaque.  This  is 
owing  to  the  swelling  of  the  ei:)ithelial  elements  and  to 
their  accumulation  in  the  cortical  tubes.  The  blood  be- 
comes expressed  from  the  intertubular  vessels,  and  hence 
, the  increased  vascularity  is  most  evident  in  the  Mal- 
pighian corpuscles,  beneath  the  capsule,  and  in  the  pyra- 
midal portion  of  the  organ.  The  Malpighian  corpuscles 
stand  out  as  prominent  red  points,  and  the  pyramidal 
cones  are  of  a deep  red  colour,  thus  contrasting  strongly 
with  the  pale  opaque  cortex. 

The  termination  of  the  process  varies.  The  increased 
vascularity  and  epithelial  growth  may,  as  already 
stated,  subside,  and  the  newly  formed  elements  passing 
away  in  the  urine,  the  organ  gradually  return  to  its 
uonnal  condition.  This  is  a common  termination  when 
the  inflammation  is  the  result  of  scarlet  fever.  In  other 
cases  the  disease  continues  ; and  although  the  vascularity 
diminishes,  the  vitality  of  the  epithelial  elements  becomes 
so  much  impaired  that  they  undergo  retrogressive 


TUBAL  NEPHEITIS. 


323 


changes.  The  cells  then  continue  to  come  away  with  the 
urine,  adherent  to  the  casts,  but  instead  of  presenting  the 
swelled  granular  appearance  as  in  the  earlier  stage  of  the 
disease,  they  contain  molecular  fat.  This  fat  graduall}'^ 
increases  in  amount  as  the  degeneration  proceeds,  until 
ultimately  the  cells  are  destroyed  and  it  appears  as  free 
molecules  and  granules  on  the  tube-casts. 

This  fatty  degeneration  of  the  e]3ithelium  is  attended 
by  corresponding  changes  in  the  appearance  of  the  organ. 
The  redness  diminishes,  and  the  Malpighian  corpuscles 
are  less  prominent.  The  enlarged  cortex  presents  a 
uniform  yellowish  tinge,  studded  with  minute  yellowish- 
white  streaks.  This  is  owing  to  the  presence  of  fat  in 
the  tubes  of  the  cortex.  This  fatty  stage,  if  only  slightly 
advanced,  may  undoubtedly  pass  off.  The  degenerated 
cells  are  carried  away  by  the  urine,  from  those  which 
remain  in  the  tubes  the  fat  is  probably  paidially  absorbed, 
the  retrograde  process  gradually  ceases,  and  the  organ 
returns  to  nearly  its  normal  size  and  condition.  In  other 
cases  the  degeneration  continues,  and  owing  to  the  loss  of 
epitheUuni  the  kidney  becomes  somewhat  diminished  in 
size.  This  atrophy,  however,  I believe  rarely  occurs 
without  changes  in  the  intertubular  connective  tissue. 

When  the  inflammatory  process  is  of  longer  duration,  or 
when  the  kidneys  are  the  seats  of  repeated  attacks  of  in- 
flammation, the  intertubular  connective  tissue  usually 
becomes  involved.  This  tissue  becomes  infiltrated  with 
I small  cells  which  ultimately  tend  to  form  a fibrillatcd 
■ structure.  The  new  intertubular  growth  may  gradually 

: increase,  and  so  lead  to  more  or  less  irregular  atrophy  of 

1 the  organ,  such  as  will  be  described  as  occurring  in  intcr- 
) ! stitial  nephritis.  In  other  cases  death  ensues  before  any 

I 1 marked  atrophy  has  taken  place,  and  thus  the  organ  may 

: ! remain  smooth  and  large  to  the  termination  of  the  disease. 

' , The  intertubular  growth  is  sometimes  found  tliickly 

' studded  with  fatty  granules. 

' ' y 2 
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I>’TERSTITIAL  NEPHRITIS. 

Interstitial  nejiliritis,  or  as  it  is  sometimes  called 
granular  degeneration  of  the  kidney,  occurs  most  fre- 
quently in  the  condition  known  as  chronic  Bright’s 
disease.  The  jirocess  is  usually  chronic  in  its  course,  and 
is  characterised,  like  the  con-esponding  one  in  the  liver, 
by  a gradual  increase  of  the  connective  tissue  of  the 
organ,  and  by  atrophy  of  the  tubal  structures.  Some- 
times, as  has  been  seen,  this  is  merely  an  advanced  stage 
of  tubal  nephritis.  More  commonly,  however,  the  process 
appears  to  be  chronic  from  its  commencement,  and  not 
to  be  preceded  by  any  marked  vascular  phenomena  or  by 
any  active  changes  in  the  tubular  epithelium. 

The  first  change  in  the  kidney  appears  to  consist  in 
a cellular  infiltration  of  the  intertubular  connective 
tissue.  In  the  earliest  stages  of  the  process  this  tissue 
becomes  infiltrated  with  young  cells.  (Fig.  89.)  If  the 
growth  is  very  rajiid,  these  may  be  exceedingly  numerous, 
and  the  intercellular  substance  soft  and  amorphous.  More 
commonly,  however,  the  process  is  much  less  acute  and 
the  cells  less  numerous,  and  the  new  tissue  is  moi'e  or 
less  developed  into  a fibrillated  stimctm-e.  This  is  the 
condition  in  which  it  is  usually  met  with.  These  changes 
are  almost  entirely  limited  to  the  cortical  portion  of  the 
kidney,  and  although  here  they  are  more  or  less  general, 
the  new  growth  is  more  abundant  in  some  parts  than  in 
others,  being  usually  most  so  around  the  Malpighian 
bodies  and  in  the  neighbourhood  of  the  capsule,  with 
which  it  is  closely  united.  In  this  stage  the  tubes  and 
their  epithelium  are  unaffected. 

In  this  early  stage,  if  the  process  be  acute,  the  kidney 
is  somewhat  increased  in  size,  the  capsule  usually  sepa- 
rates less  readily  than  in  health,  and  the  surface  of  the 
organ  is  slightly  granular.  On  section,  the  cortical  sub- 
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Interstitial  N'ephritis.  The  earlier  stage  of  the  process. 
Showing  the  cellular  infiltration  of  the  intcrtubular  con- 
nective tissue.  The  epithelium  has  fallen  out  of  some  of 
the  tubes  during  the  preparation  of  the  section,  x 2UU. 

The  Malpighian  bodies  stand  out  as  red  points,  and  the 
bases  of  the  pyramids  and  surface  of  the  organ  are  fre- 
quently hypertemic.  The  consistence  of  the  organ  is 
usually  slightly  denser  and  tougher  than  natui-al.  This, 
however,  will  vary  with  the  character  of  the  new  tissue, 
as  will  also  the  increase  in  size  and  the  irregularity  of  the 
surface.  If  the  new  tissue  is  slowly  developed,  the  size 
will  be  but  little  increased,  whereas  the  increase  in  con- 
sistence and  the  granular  condition  will  be  more  marked. 
If,  on  the  other  hand,  the  process  be  more  acute,  and  the 
cellular  infiltration  more  abundant,  there  will  be  a greater 
increase  in  the  size,  the  granular  character  will  be  slight, 
and  the  consistence  may  be  even  softer  than  natural. 


stance  is  in  some  cases  palei%  in  others  redder  than 
natural.  The  cut  surface  also  looks  obscurely  granular. 


Fig.  89. 
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The  second  stage  in  the  process  is  characterised  by  the 
atrophy  of  the  tubular  structui'es.  This  is  mainly  owing 


Fig.  90. 


Interstitial  Nephritis.  An  advanced  stage  of  tlio  process.  Showing 
the  iutertubular  tissue  with  the  granular  and  fatty  ddbris  which 
result  from  the  degeueratiou.  x 100. 


to  the  pressure  exercised  by  the  intertubular  growth,  and 
to  the  cicatricial  contraction  which  it  often  undergoes. 
The  atrophy  consequently  is  not  uniform,  but  is  more 
marked  in  some  parts  than  in  others.  The  tubes  are  now 
found  in  many  parts  diminished  in  size,  or  comiDletely 
obliterated ; whilst  in  others  they  are  irregularly  dilated, 
.and  filled  with  degenerated  epithelial  products.  Their 
walls  are  usually  thickened.  As  the  atrophy  proceeds  the 
intertubular  tissue  thus  becomes  mingled  with  the  gra- 
nular and  fatty  debris  which  results  from  the  retrograde 
process.  (Fig.  90.)  The  Malpighian  bodies  become  ap- 
proximated, and  the  secreting  structure  throughout  large 
tracts  of  the  kidney  is  destroyed.  (Pig.  91.)  The  irregular 
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pressure  exercised  by  the  uew  growth  also  gives  rise  to  the 
rormatiou  of  cysts.  These  originate  partly  in  the  Mal- 


1‘Tg.  91. 


stcago  of  tho  pro- 

tubes  betweeu  tlie 

Tbeli^  extensive  atrophy  of  the  tubes, 

of  H f rpitlieluim  winch  was  contained  in  some 
X ill  preparation  of  the  section. 


Fig.  92. 


terim  from  hidnej/  in  ndvance.d  Chronic.  lirit/ht's  Disease 
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o tho  circular  muscular  and  external  fibrous  coat,  x 2(Ju] 
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pigliian  capsules,  and  partly  in  the  nrine  tubes — the  latter 
becoming  irregularly  dilated. 

The  small  arteries  of  the  kidney  also  undergo  im- 
portant alterations.  These  were  first  described  by  Dr. 
.Johnson.  Dr.  Johnson  states  that  the  walls  of  these 
vessels  are  thickened,  owing  to  hypertrophy  of  their 
longitudinal  and  circnlar  muscular  fibres.  This  change  is 
well  represented  in  the  accomi^anying  drawing.  (Fig.  92.) 
Doth  the  internal  longitudinal  and  the  external  circular 
muscular  fibres  are  considerably  increased.  The  external 
fibrous  coat  of  the  vessel  is  also  thickened,,  and  it  a])pears 
to  Ije  continuous  with  the  new  intertubular  tissue.  This 
thickening  of  the  external  coat  has  been  especially 
insisted  upon  by  Sir  W.  Gull  and  Dr.  Sutton.  I have 
usually  found  it  associated  with  the  muscular  hypmdrophy, 
although  the  latter  is  undoubtedly  the  most  prominent 
structural  change. 

In  this  more  advanced  stage  of  the  disease  the  kidney 
is  diminished  in  size.  Its  surface  is  more  granular,  the 
cajjsule  more  thickened  and  adherent,  and  it  cannot  be 
removed  without  tearing  the  kidney  substance.  The 
superficial  vessels  are  seen  unduly  marked  in  the  depres- 
sions between  the  granulations.  The  cortex  is  tough  and 
fibrous,  of  a yellowish-grey  or  buff  colour,  mottled  with 
yellow  streaks  and  patches ; and  usimUy  numerous  small 
cysts  are  distributed  throughout  it.  Calcareous  deposits 
are  also  often  seen  as  white  streaks  between  the  tubes  of 
the  pyramids. 


CHAPTER  XXXIX. 


IXFLAMMATION  OF  THE  BRAIN  AND 
SPINAL  CORD. 

IxFLAMAiATOKY  procGSses  ill  the  nervous  centres  are  pro- 
Ijably  much  less  frequent  than  was  formerly  supposed. 
.Many  of  those  morbid  changes  in  the  brain  and  sjiinal 
cord  which  are  attended  by  softening,  and  which  were  at 
one  time  regarded  as  the  result  of  inRammatioii,  are  now 
known  to  owe  their  origin  to  simple  interference  with  the 
vascular  supply,  such  as  results  from  thromhosis,  embo- 
lism, or  degenerative  changes  in  the  walls  of  the  blood- 
vessels. (See  “ Fatty  Degeneration  of  the  Brain.”) 

The  irritation  which  determines  the  occurrence  of  acute 
in  (laminations  in  the  brain  or  cord  is  most  frequently 
some  external  violence— a blow,  simple  concussion,  or 
fracture  of  the  osseous  framework.  In  other  cases  it  is 
diseased  bone,  as  in  the  intlamination  of  the  brain  which 
so  often  results  from  disease  of  the  petrous  portion  of  the 
temporal  bone.  Lastly,  in  a comparatively  few  number 
of  cases  these  inflammations  are  pymmic. 

The  inflammatory  process  is  almost  invariably  limited 
to  small  portions  of  the  cerebral  or  spinal  substance.  The 
earliest  change  consists  in  a more  or  less  intense  and 
localised  hyperannia,  which  is  frequently  attended  by 
rupture  and  minute  extravasations  of  blood.  The  nervous 
tissue  then  becomes  infiltrated  with  young  cells  and  con- 
siderably softened,  and  it  presents  a uniform  red  or 
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mottled  colour.  This  red  softened  tissue  gradually  ac- 
quires a brownish  or  brownish-yellow  colour  owing  to 
changes  in  the  hasmoglobin.  The  nerve-fibres  become 
disintegrated,  and  the  neiwe-cells  and  cells  of  the  neu- 
rogha  undergo  fatty  degeneration,  thus  forming  the  so- 
called  “ iufiammatory,”  or  “ exudation  corpuscles.”  (See 
Fig.  10.) 

In  many  cases  the  accumulation  of  young  cells  is 
sufficient  to  give  rise  to  the  formation  of  an  abscess,  and 
a yellowish  or  reddish  puriform  liquid  gradually  takes  the 
place  of  the  original  softened  mass.  The  tissue  sur- 
rounding the  abscess  is  also  hypermmic,  softened,  and 
infiltrated  with  cells.  The  cellular  infiltration  may 
gradually  extend,  and  thus  the  abscess  increase  in  size 
until  it  opens  either  externally  or  into  the  ventricles.  In 
other  cases  the  abscess  becomes  Ihnited  and  enca23suled 
by  the  formation  of  connective  tissue  from  the  neuroglia, 
and  this  tissue  often  forms  a delicate  network  traversing 
the  cavity.  When  the  pi'oducts  of  these  acute  inflamma- 
tions have  thus  become  encapsuled  they  may  gradually 
dry  up  into  caseous  or  calcareous  masses,  or  the  absoiqD- 
tion  may  be  more  complete  so  as  to  leave  little  more  than 
a cicatrix.  Respecting  the  source  from  which  the  young 
cells  are  derived — they  are  lorobably  almost  entirely  emi- 
grants, although  they  are  possibly  also  jDartly  the 
offspring  of  the  cells  of  the  neuroglia.  The  nerve-cells 
themselves  appear  to  undergo  no  active  changes  in  in- 
flammation. 

Supi^urative  inflammations  are  much  more  common  in 
the  brain  than  in  the  spinal  cord.  In  the  latter  the 
inflammatory  process  is  rarely  of  sufficient  intensity  to 
jjroduce  abscess ; it  causes  merely  softening  of  the  neiwous 
tissue  (myehtis). 

Inflammatory  Softening  of  the  Brain  and  Cord. — 
Conditions  of  softening  of  the  cerebral  or  sjiinal  substance 
resulting  from  inflammation,  other  than  those  which 
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have  been  above  described,  probably  rarely,  if  ever,  occur 
as  priinary  lesions.  Most  varieties  of  softening  which 
were  formerly  described  as  inflammatory — either  from 
the  red  colour  of  the  softened  tissire  or  from  the  acute- 
ness of  the  process — result,  as  already  stated,  from 
thrombosis  or  embolism  (see  “ Embolism  in  the  Brain”), 
or  ai’e  simply  passive  degenerative  changes  in  which  more 
or  less  extravasation  of  blood  has  taken  place  into  the 
softened  tissue.  (See  “ Fatty  Degeneration  of  the  Brain.”) 
Inflammation  and  cousecpieut  softening  of  the  nervous 
tissue,  however,  by  no  means  uufrequeiitly  occurs  as  a 
secondary  process.  It  takes  place  especially  around  clots 
of  blood  or  other  morbid  products  within  the  hrain  or 
spinal  cord,  and  results  from  the  injurious  influence 
which  these  substances  exercise  upon  the  immediately 
adjacent  structures.  Sirch  a result  is  not  unfrequeut  in 
cases  of  cerebral  hmmorrhage.  The  nerve-tissue  imme- 
diately surrounding  the  clot  becomes  the  seat  of  an  in- 
flammatory process,  and  it  is  found  after  death  softened, 
hypermmic,  and  infiltrated  with  young  cells.  Inflammation 
of  the  superficial  portions  of  the  cerebral  and  spinal  sub- 
stance also  occurs  as  the  result  of  meningitis. 

SCLEROSIS  OF  THE  BRAIN  AND  SPINAL  COED. 

The  term  “ sclerosis”  is  applied  to  certain  changes  in 
the  neiwous  centres  which  are  characterised  by  an  increase 
of  the  connective  tissue  (neuroglia),  and  by  atrophy  and 
disintegration  of  the  proper  nervous  elements.  The 
affected  portions  are,  for  the  most  part,  increased  in  con- 
sistence ; sometimes,  however,  they  arc  softer  than 
natural.  They  are  usually  of  a greyish  colour ; hence 
the  change  has  heen  called  “ grey  degeneration.” 

Respecting  the  nature  of  the  change — it  is  jirobabl}"  in 
many  cases  the  result  of  a chronic  inflammatory  process, 
the  new  growth  of  connective  tissue  leading  to  the  do- 
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struction  of  tlie  nerve-elements.  In  other  cases,  however, 
the  atrophy  of  the  neiwe-tissue  appears  to  precede  the 
interstitial  increase,  so  that  the  process  would  rather  he 
regarded  as  a passive  degeneration. 

When  the  diseased  portions  of  the  brain  and  cord  are 
examined  microscopically,  the  cut  ends  of  the  nerve 
fibres  are  seen  in  transverse  sections  to  be  separated  by  a 
granular,  finely  nucleated,  and  often  partially  fibrillated 
tissue,  which  evidently  originates  from  the  neuroglia 
(Fig.  93).  The  nerve-fibres  themselves  are  atrophied,  and 


Fig.  93. 


Sclerngis  of  Spinal  Cord.  Prom  a case  of 
Progrossive  Muscular  Atrophy.  A traus- 
verso  section.  Showing  the  new  tissue  be- 
tween the  cut  ends  of  the  nerve-fibres,  x 200. 

more  or  less  fatty  debris  is  found  in  the  altered  tissue. 
In  many  cases  the  nucleated  character  of  the  interstitial 
growth  is  wanting.  The  walls  of  the  blood-vessels  are  also 
stated  to  be  thickened,  and  their  nuclei  to  be  increased. 

Sclerosis  is  much  more  common  in  the  si^inal  cord  than 
in  the  brain.  In  the  latter  it  occurs  most  frequently  as 
small  patches  of  induration  limited  to  certain  portions  of 
the  brain.  These  must  be  distinguished  from  the  cica- 
trices left  after  the  absorption  of  blood  or  of  inflammatory 
products.  Sclerosis  of  the  cord  may  in  the  same  way  be 
localised  and  more  or  less  disseminated ; more  commonly, 
however,  it  implicates  only  particular  noiwous  tracts.  It 
occurs  thus  especially  in  the  posterior  columns  of  the 
cord  in  locomotor  ataxy. 


CHAPTER  XL. 


INFLAMMATION  OF  THE  LUNGS. 

In  the  lungs,  inflammatory  processes  comprise  the  three 
following  varieties  : — Cronyo'iis,  catarrhal,  and  interstitial 
pneumonia.  Of  these,  the  former  occurs  as  an  indepen- 
dent afl'ection,  whereas  the  two  latter  are  usually  the 
result  of  some  antecedent  bronchial  or  pulmonary  in- 
flammation. 


cnocrous  pneumonia. 

Cronpnns,  exudative,  or  lohar  imeumonia,  is  charac- 
terised by  intense  inflammatory  hyperaimia  and  by  the 
exudation  of  a large  amount  of  coagulablo  material  into 
the  pulmonary  tissue.  It  is  termed  “ croupous”  because, 
like  the  croupous  inflammation  of  mucous  membranes, 
the  exuded  licpiids  contain  a large  quantity  of  fibrino- 
genous  substance.  This  form  of  pneumonia  almost  in- 
variably affects  an  extensive  portion  of  the  lung,  hence 
the  term  “ lobar”  which  is  applied  to  it.  The  jirocess  is 
commonly  described  as  consisting  of  three  stages — 1st, 
that  of  encjorgement ; 2nd,  that  of  red  hepatization ; and 
flrd,  that  of  ijrey  hepatization. 

In  the  first  stage,  tliat  of  eyigoryement,  the  lung  becomes 
exceedingly  vascular,  the  changes  in  the  blood-vessels  and 
circulation  being  such  as  have  been  already  described  as 
characteristic  of  inflammation.  The  organ  is  of  a dark 
red  colour,  its  speciflc  gravity  and  absolute  weight  are 
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Fig.  9t. 
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emulation  of  liquor  sanguinis  and  migration  of  blood- 
corpuscles  into  the  pulmonary  tissue.  Some  of  the  vessels 
may  also  rupture,  and  thus  small  extravasations  occur. 
The  exuded  liquids  coagulate  within  the  air-vesicles  and 
in  the  interstices  of  the  interlobular  tissue,  the  coagulum 
enclosing  numerous  white  and  some  red  blood-corpuscles. 
(Fig.  94.)  The  lung  is  now  much  heavier  than  in  the 
preceding  stage.  It  contains  but  little  or  no  air,  usuall}" 
sinks  in  water,  and  cannot  be  artificially  inflated.  It 
does  not  crepitate  under  the  fingers,  but  is  remarkably 
friable,  breaking  down  readily  with  a soft  granular  frac- 
ture. The  cut  surface  is  of  a dark  reddish-brown  colour, 
and  it  presents  a granular  api:>earance,  the  granules 
being  the  plugs  of  fibrinous  coagulum  contained  in  the 
air-vesicles.  These  granules  also  sometimes  give  to  the 
reddish-brown  organ  a peculiar  grey  mottling.  Through- 
out this  stage  there  appears  to  be  but  little  alteration 
either  in  the  alveolar  walls  or  in  the  alveolar  epithelium. 
On  the  former  ai’e  often  seen  a few  leucocytes,  and  the 
latter  may  be  somewhat  swollen  and  granular.  (Fig.  94.) 

The  third  stage,  that  of  grey  hepatization,  is  charac- 
terised by  a continuance  in  the  emigration  of  leucocytes, 
and  by  cell-proliferation.  The  white  blood-corpuscles 
continue  to  escape  from  the  vessels,  and  thus  their  num- 
ber within  the  alveoli  gradually  increases.  The  epithelial 
cells  lining  the  alveolar  walls,  which  were  only  swollen 
and  granular  in  the  earlier  stage  of  the  process,  now 
undergo  more  active  changes.  Their  nuclei  enlarge  and 
multiply,  and  ultimately  numerous  new  cells  arc  produced. 
The  pulmonary  alveoli  thus  become  completely  filled  with 
young  cell-forms,  so  that  the  fibrinous  exudation  is  no 
longer  visible  as  an  independent  material,  as  it  is  in  the 
stage  of  red  hepatization.  (See  Fig.  94.)  These  cells 
rapidly  undergo  retrogi-essive  fatty  changes,  so  that,  as 
usually  seen,  the  alveoli  are  filled  with  granular  elements, 
which  in  many  parts  have  lost  their  distinctive  outlines. 
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(Fig.  95.)  The  weight,  density,  and  friability  of  the  lung 
now  become  even  greater  than  in  the  stage  of  red  hejja- 
tization,  although  the  granular  aspect  of  the  cut  surface 


Fig.  95. 


Croupous  Pneumonia — Grey  Hepatizatinn.  Showing  the 
large  accumulation  of  cellular  elements  within  one  of  the 
pulmonary  alveoli,  which  in  some  parts  have  undergone 
such  extensive  fatty  degeneration  that  their  distinctive 
outlines  are  no  longer  visible,  x 200. 


is  much  less  marked.  The  tissue  is  now  quite  soft  and 
pulpy,  and  a puriform  liquid  exudes  from  its  cut  surface. 
The  most  prominent  feature,  however,  is  the  alteration 
which  takes  place  in  the  colour  of  the  organ.  This 
gradually  changes  from  a dark  reddish-brown  to  a grey 
or  yellowish-white.  This  is  owing  partly  to  the  pressure 
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exercised  upon  the  blood-vessels  by  the  exuded  substances 
and  newly-formed  cells,  and  partly  to  the  fatty  degenera- 
tion which  the  latter  have  undergone. 

Such  are  the  characteristic  changes  which  occur  in 
croupous  pneumonia.  In  those  very  numerous  cases, 
however,  in  which  the  pneumonia  is  secondary  to  some 
other  disease,  or  occurs  in  debilitated  subjects,  the  changes 
in  the  lung  may  present  some  deviations  from  those 
which  have  been  above  described.  In  these  secondary 
pneumonias  the  exuded  substances  are  often  less  abun- 
dant and  less  coagirlahle,  and  consequently  the  weight  of 
the  lung  is  much  less  increased.  The  organ  is  also  less 
dense  and  friable  than  when  the  jirocess  occurs  in  a healthy 
person.  The  existence  of  much  congestion  and  oedema 
of  the  pulmonary  tissue,  such  as  is  so  common  as  a 
result  of  gravitation  in  conditions  of  asthenia,  also 
modifies  the  physical  conditions  produced  by  the  pneu- 
monic jmocess  (hypostatic  pneimionia).  Not  only  are  these 
secondary  pneumonias  often  characterised  by  the  exuded 
liquids  being  less  coagulable  than  are  those  resulting 
from  primary  inflammations,  but  the  emigration  of  leu- 
cocytes is  usually  less  abundant,  and  the  proliferation  of 
the  alveolar  epithelium  constitutes  a more  prominent 
part  of  the  process,  so  that  a greater  proportion  of  large 
nucleated  cell-forms  are  found  within  the  pulmonary 
alveoli. 

The  pneumonic  process  may  terminate  in  the  foirr  fol- 
lowing ways : — 

1st.  In  Hesolution. — The  gradual  return  of  the  lung  to 
its  normal  condition  is  much  the  most  frequent  termina- 
tion of  croupous  pneumonia.  The  coagulated  materials 
liquefy,  the  young  cells  entangled  in  them  undergo  com- 
plete fatty  degeneration  and  disintegration,  and  thus  the 
inflammatory  products  become  so  altered  that  they  can  be 
removed  by  absorption.  Granular  pigment  is  also  mixed 
with  the  softened  matters  and  appears  in  the  expecto- 
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ration.  This  is  probably  partly  derived  from  the  extra- 
vasated  blood,  and  is  partly  that  which  normally  exists  in 
the  interlobular  connective  tissue.  Where  this  process  of 
liquefaction  and  disintegration  is  taking  place  in  the 
lung  the  granular  apjiearance  of  its  cut  surface  is  com- 
pletely lost.  It  is  of  a yellowish-grey  colour,  and  a 
tenacious  puriform  liquid  can  be  expressed  from  its  sub- 
stance. As  the  softened  matters  become  absorbed,  the 
circulation  is  gradually  restored,  and  the  organ  ultimately 
attains  its  normal  characters. 

2nd.  In  Abscess. — The  formation  of  an  abscess  is  a very 
rare  result  of  simple  pneumonia.  It  may,  however,  take 
place  if  the  emigration  of  blood-corpuscles  is  very  abun- 
dant. The  jms  is  always  mixed  with  broken-down  pul- 
monary tissue.  It  is  when  pneumonic  processes  are  in- 
iluced  by  septic  matters  and  are  thus  disseminated,  as  in 
pyajmia,  that  the  formation  of  abscess  usually  occurs. 
'I'lie  pymmic  abscess  in  the  lungs,  like  that  in  other 
organs,  is  characterised  by  the  zone  of  hyijermmic  tissue 
which  surrounds  it.  (See  “ Pyaemia.”) 

3rd.  In  Gangrene. — Almost  as  rare  as  the  preceding 
is  the  occurrence  of  gangrene.  Two  conditions  appear  to 
])e  principally  concerned  in  bringing  about  this  result : — 
one  is  the  interference  with  the  supply  of  blood  by  the 
extensive  formation  of  coagula  in  the  pulmonary  and 
Imonchial  vessels,  together  with  considerable  hmmorrhage 
into  the  pulmonary  tissue ; the  other  is  the  contact  of 
putrid  substances  with  the  pneumonic  long, — as  the 
putrid  secretiou  in  a dilated  bronchus. 

4th.  In  Chronic  Pneumonia. — If  the  inflammatory  j^ro- 
cess  does  not  subside  and  the  exuded  substances  are  not 
absorbed,  the  alveolar  walls  gradually  become  involved. 
These  become  thickened  by  a new  growth  of  fibro-nu- 
cleated  tissue,  and  thus  is  produced  more  or  less  fibroid 
induration  of  the  organ.  (See  “ Interstitial  Pneumonia.”) 
This  termination  of  croupous  pneumonia  is  comparatively 
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Croupous  pneumonia  plays  a prominent  part  in  many 
cases  of  pulmonary  phthisis.  (See  “ Pulmonary  Phthisis.”) 

CATARRHAL  PNEUMONIA. 

Catarrhal,  lobular,  or  6ronc7iO-pneumonia  rarely  occurs 
as  an  independent  affection,  but  is  very  constantly  pre- 
ceded by  catarrhal  changes  in  the  mucous  membrane  of 
the  smaller  bronchi.  It  is  an  inflammatory  process  of 
less  intensity  than  the  preceding,  and  differs  from  it  in 
there  being  but  little  or  no  exudation  of  coagulable  ma- 
terial, the  process  being  characterised  for  the  most  part 
by  proliferation  of  the  alveolar  epithehum.  It  thus  some- 
what resembles  catan-hal  inflammation  of  mucous  mem- 
branes— hence  the  term  “ catarrhal”  which  is  applied  to 
it.  This  fonn  of  jmeumonia  is  almost  invariably  at  its 
commencement  limited  to  the  lobules  or  groups  of  lobules 
in  connection  with  certain  bronchial  tubes,  and  it  does 
not  like  the  croujious  variety  involve  simultaneously  large 
tracts  of  pulmonary  substance.  It  is  consequently  also 
known  as  lobular  or  i)'OHc7io-pneumonia. 

The  conditions,  however,  to  which  the  terms  catarrhal 
or  broncho-pneumonia  are  apphed  vary.  In  those  forms 
of  the  disease  which  occur  so  frequently  in  children  as  a 
sequel  of  capillary  bronchitis,  esj)ecially  when  this  is  a 
complication  of  measles  or  hooping-cough,  I must  state, 
in  partial  agreement  with  Professor  Buhl,  that  the 
nodules  of  pulmonary  consolidation  frequently  consist  in 
the  main  of  inhaled  bronchial  secretion,  and  to  many  of 
these  cases  the  term  “ pneumonia”  is  not  .strictly  appli- 
cable. 

When  the  lungs  in  these  cases  arc  examined  after  death, 
small  yellowish  or  reddish-grey  ill-defined  patches  of  con- 
solidation are  seen  scattered  through  their  substance, 
more  especially  in  their  inferior  and  posterior  portions. 
These  patches  arc  smooth,  very  faintly  granular,  dry, 
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and  project  slightly  above  the  cut-surface  of  the  organ. 
The  lung-tissue  around  them  is  variously  altered  by  con- 
gestion, oedema,  collapse,  and  emphysema ; so  that  patches 
of  dark  reddish  collapse,  and  of  pale  emphysematous  tissue 
are  intermingled  with  the  consolidated  portions.  In 
some  parts  the  “ pneumonic”  patches  have  evidentl-^ 
coalesced  and  so  formed  large  tracts  of  greyish-  .iiow 
consohdation. 

When  the  lungs  are  examined  microscopically,  most  of 
the  consolidated  portions  are  seen  to  present  the  appear- 
ance well  shown  in  the  accompanying  figure  (Fig.  96).  The 


Fig.  9G. 


Broncho-Pneumonia.  From  a child,  aged  four,  with  capillary 
bronchitis.  A section  of  one  of  the  patches  of  consolidation. 
Showing  the  stuffing  of  the  alveoli  with  inhaled  bronchial 
secretion,  x 200. 

alveoli  in  small  areas  of  the  lung  are  stuffed  with  pmall 
cells  and  amoi'phous  or  faintly  granular  material.  Some 
of  the  cells  resemble  leucocytes.  Others  are  somewhat 
larger,  and  there  are  also  a few  large  elements  which 
resemble  the  alveolar  epithelium.  The  alveolar  walls  are 
unaltered,  and  the  alveolar  eiDithelium  can  often  be  seen 
somewhat  swollen  and  granular,  either  adherent  or 
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loosened  from  its  attachment.  The  character  of  the 
material  which  fills  the  air-vesicles  in  most  of  the  patches 
is  precisely  similar  to  that  contained  in  the  smaller 
bronchi,  and  it  is  evidently  the  richly  cellular  bronchial 
secretion  which  has  been  inhaled.  In  other  portions  of 
the  lung,  however,  large  nucleated  cell-forms  may  con- 
stitute a much  more  prominent  feature  in  the  constitu- 
tion of  the  patches,  and  it  is  evident  that  there  has  been 
more  or  less  epithelial  proliferation.  (See  Fig.  97.)  It 
is  this  epithelial  proliferation  which  must  be  regarded  as 
the  only  strictly  j^neumonic  part  of  the  process,  and  it 
would  appear  to  he  determined  either  by  the  irritation  of 
the  retained  secretion,  or  by  the  direct  extension  of  the 
inflammation  from  the  bronchi  to  the  air-vesicles.  Its 
occurrence  is  probably  also  greatly  favoured  by  collapse 
of  the  lung-tissue. 

This  disease  frequently  terminates  in  death,  but  the 
patient  may  recover  and  the  contents  of  the  alveoli  be 
removed  by  expectoration  and  absorption.  If  the  re- 
moval is  incomplete  the  retained  substances  produce  more 
or  less  inflammatory  thickening  of  the  bronchial  and 
alveolar  walls,  and  a caseous  nodule  may  be  produced 
which  isencapsuled  by  fibrous  tissue.  In  other  cases  the 
inflammatory  process  continues,  the  consolidated  tissue 
becomes  caseous  and  disintegrates,  and  phthisis  results. 
This,  however,  in  the  absence  of  a marked  j^redisposition 
to  phthisis  is  not  very  common.  (See  “ Pulmonary 
Phthisis.”) 

In  addition  to  the  disease  above  described,  in  which 
inhaled  bronchial  secretion  constitutes  such  an  important 
element  in  the  production  of  the  pulmonary  consolidation, 
we  meet  with  a more  strictly  catarrhal  pneumonic  jirocess. 
This  often  occurs  in  lungs  which  have  become  collapsed. 
Pulmonary  collapse,  whether  it  be  due  to  bronchial  ob- 
struction or  to  diminished  respiratory  power,  is  followed 
by  congestion  and  oedema  of  the  collapsed  alveoli,  and  the 
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local  congestion  appears  to  be  especially  favourable  to  tbe 
catarrhal  process.  Such  collapse  is  common  in  rickety 
children  who  are  the  subjects  of  bronchitis  or  hooping- 
cough.  The  alveolar  ejiithelium  in  the  bluish-red,  con- 
gested, oedematous  and  collapsed  jiortions  of  the  lung 
proliferates,  giving  rise  to  a dark  reddish-grey  friable 
consolidation.  This  consolidation  may  be  hmited  to  small 
portions  of  the  coUapsed  tissue,  or  involve  the  greater 
part  of  the  lung. 

An  uncompHcated  catarrhal  process  often  occurs  in 
pulmonary  phthisis.  The  alveoli  are  found  containing 
numerous  large  spheroidal  elements,  which  usually  possess 
one,  sometimes  two  or  three  bright  nuclei.  (Fig.  97.) 


These  cells  are  evidently  the  offspring  of  the  alveolar 
epithelium.  Associated  with  them  may  be  a few  leu- 
cocytes. This  process  will  be  more  fully  described 
when  treating  of  pulmonary  phthisis.  (See  “ Pulmonary 
Phthisis.'’) 


Fig.  97. 


Catarrhal  Pneumonia.  From  a case  of  acute 
phthisis.  Showing  the  large  epithelial  cells 
which  fill  the  alveoli,  x 2(J0. 
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Lastly,  as  already  stated,  epithelial  proliferation  often 
plays  a prominent  part  in  ordinary  lobar  pnenmonia. 
especially  in  the  asthenic  and  secondary  forms. 

INTERSTITIAL  PNEUMONIA. 

Interstitial  or  chronic  pneumonia  is  a chronic  inflam- 
matory process  of  the  lungs  which  leads  to  a fibroid 
induration  of  the  pulmonary  texture — an  induration 
which  is  due  to  a thickening  of  the  alveolar  walls  and  of 
the  interlobular  tissue  by  a fibro-nucleated  growth,  and  to 
the  gradual  obliteration  by  this  growth  of  the  alveolar 
cavities.  It  may  be  stated  generall3S  that  all  chronic  in- 
flammatory processes  in  the  lungs  are  attended  by  more 
or  less  fibroid  induration  of  the  organs,  and  in  this  respect, 
therefore,  these  processes  resemble  similar  ones  in  other 
parts — e.g.,  in  the  liver,  kidney,  and  mucous  membranes. 
In  chronic  phthisis,  for  example,  as  will  be  seen  hereafter, 
a fibroid  change  plays  a very  prominent  jiart,  and  in  the 
most  chronic  cases  the  pulmonary  tissue  may'^  be  almost 
completely  replaced  by  a dense  fibroid  growth.  Croupous 
pneumonia,  as  has  been  already  stated,  may  pass  into  a 
chronic  condition,  in  which  case  it  leads  to  a fibroid 
thickening  of  the  alveolar  walls,  and  consequently  to 
more  or  less  induration  of  the  pulmonary  texture.  Catar- 
rhal pneumonia,  again,  which  has  a greater  tendency  to 
become  chronic  than  the  exudative  process,  may  lead  to 
considerable  pulmonary  induration : — this  will  also  be 
alluded  to  when  treating  of  pulmonary  phthisis.  Lastly, 
the  thickening  of  the  peri-bronchial  tissue  which  some- 
times occurs  in  chronic  bronchitis,  may  gradually  extend 
and  involve  the  alveolar  walls  so  as  ultimately  ttiqiroduce 
extensive  obliteration  of  the  pulmonai'y  alveoli.*  (Fig.  98.) 


• See  case  by  the  Author — Interstitial  Pneumonia,  “ Trans.  Path . 
Soc.  Lond.,”  1872. 
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In  all  these  cases  the  fibroid  change  is  an  evidence  of 
the  chronicity  of  the  inflammatory  process. 

Although  fibroid  changes  in  the  lungs  may  thus  owe 
their  origin  to  these  various  chronic  inflammatory  pro- 
cesses, it  is  only  in  those  cases  in  which  inflammation 
leads  to  those  pulmonai-y  lesions  included  under  the 
common  term  of  “ phthisis,”  that  they  constitute  a fre- 
quent form  of  pulmonary  affection.  Indeed,  indepen- 
dently of  phthisis,  extensive  fibroid  change  is  amongst 
the  rarer  forms  of  pulmonary  disease  ; and  it  is  to  these 

Fig,  98. 


Chronic  Bronchitis.  Showing  the  new  growth  of  adenoid 
tissue  around  the  bronchus  b,  and  the  way  in  which  this  tissue 
is  invading  the  w.alls  of  the  adjacent  alveoli,  v,  A divided 
blood-vessel,  x 100,  reduced  J. 

exceptional  cases  that  the  application  of  the  term  “ inter- 
stitial” or  “ chronic  pneumonia”  is  commonly  restricted. 

Interstitial  pneumonia,  in  this  restricted  sense,  is  the 
disease  which  received  from  Sir  D.  Corrigan  the  name  of 
“ cirrhosis.”  It  is  commonly  unilateral,  affecting  the 
whole  or  a portion  of  the  lung  ; and  is  characterised  by  a 
very  extensive  fibroid  induration  and  consequent  coutrac- 
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tion  of  the  organ,  by  oblitei-ation  of  the  alveolar  cavities, 
more  or  less  pigmentation,  and  by  dilatation  of  the 
bronchi.  The  appearance  presented  by  the  lung  in  ad- 
vanced stages  of  the  disease  is  very  characteristic.  It  is 
diminished  in  size ; the  tissue  is  smooth,  dense,  hrm, — in 
parts  almost  cartilaginous  in  consistence  ; and  it  is  irre- 
gularly mottled  with  black  pigment.  The  alveolar  struc- 
ture of  the  lung  is  in  most  parts  completely  destroyed, 
and  on  section  the  dilated  bronchi  are  seen  as  numerous 
large  openings  scattered  over  its  surface.  The  dilated 
bronchi  frec^uently  become  the  seats  of  secondary  inflam- 
matory processes,  which  may  lead  to  ulceration  and  ulti- 
mately to  extensive  excavation  of  the  indurated  tissue ; 
but  there  is  a complete  absence  of  any  of  those  caseous 
changes  which  are  so  characteristic  of  ordinaiy  phthisis. 
This  secondary  inflammation  of  the  dilated  bronchi  is 
probably  induced  by  the  irritating  purulent  secretion 
which  they  contain,  and  which  is  often  only  with  great 
difficulty  completely  removed  by  expectoration.  The 
pleura  is  almost  invariably  considerably  tliickened  and 
adherent. 

When  the  lung  is  examined  microscopically,  it  will  be 
found  that  the  alveolar  structure  has  been  in  most  parts 
completely  replaced  by  a flbro-nucleated  or  by  a more 
densely  fibroid  growth,  presenting  the  characters  already 
described  as  those  met  with  in  cicatricial  tissue.  (See 
Fig.  72.)  The  new  growth  may  commence  either  in  the 
alveolar  walls  or  in  the  interlobular  tissue.  The  former 
appears  to  be  usually  the  case  when  it  is  secondary  to  an 
exudative  or  catarrhal  pneumonic  process.  Where  the 
change  is  not  far  advanced  and  the  alveoli  are  still  dis- 
tinct, their  walls  will  be  seen  to  be  thickened  by  a flbro- 
nucleated  growth  (Fig.  99),  and  their  cavities  sometimes 
to  be  filled  with  large  epithelial  cells,  or  less  frequently, 
with  leucocytes.  The  characters  of  the  new  growth  in 
the  alveolar  walls  and  in  the  interlobular  tissue  present 
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certain  variations.  In  the  eai-lier  stages  of  the  inflamma- 
tory process  it  consists  princii^ally  of  small  spheroidal 


Fig.  99. 


Interstitial  Pneumonia,.  Prom  a case  of  so-called  “ cir- 
rhosis” of  tho  lung,  in  which  tho  disease  was  unilateral. 
The  bronchi  were  much  dilated,  and  there  was  a complete 
absence  of  any  caseous  change.  The  drawing  shows  the 
new  fibro-nucleated  growth,  both  in  tho  alveolar  walls  and 
in  tho  interlobtdar  tissue,  also  tho  pigmentation.  At  a a 
divided  bronchus  is  seen,  x 100.* 


elements  which  "are  grouped  within  the  meshes  of  deli- 
cately fihrillated  reticulum  (adenoid  tissue) ; hut  when 
more  advanced  the  flhrillation  is  usually  more  marked, 
and  associated  with  the  small  spheroidal  elements  there 
are  frequently  some  elongated  fusiform  and  branched 
cells  such  as  are  so  often  found  in  embryonic  tissue  which 
is  in  the  process  of  forming  a fibrous  structure. 

Although  this  fibroid  growth  in  chronic  pneumonia 
appears  most  frequently  to  originate  in  the  alveolar  walls 
and  interlobular  tissue,  I have  met  with  three  cases  in 


• When  this  specimen  is  examined  with  a higher  magnifying 
power,  a delicate  reticulum  can  be  seen  between  the  cellular  ele- 
ments, similar  to  that  represented  in  Fig.  55,  but  less  marked. 
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which  intra-alveolar  exiulatiou  products  were  undergoing 
fibroid  development.*  There  was  nothing  peculiar  in  the 
macroscopical  characters  of  the  lungs,  hut  the  alveoli 
were  found  filled  with  a fibrinous  meshwork  and  leuco- 
cytes somewhat  similar  to  that  met  with  in  red  hepatiza- 
tion. (See  Fig.  94.)  They  dilfei’ed,  however,  in  this 
respect — that  many  of  the  cells  were  long  and  spindle- 

Fig.  100. 


Chronic  1‘ueumonia.  V.ascularisatiou  and  fibroid  developmcut 
of  iutra-alveolar  oxud.ation-products.  Blood-vessels  are  seen 
distributed  in  the  exudation-products,  which  blood-vessels 
communicate  with  those  in  the  alveolar  walls.  Tho  alveolar 
walls  are  also  thickened  by  a fibro-uucleated  growth,  x UK) 
and  reduced  J. 

shaped,  and  blood-vessels  were  distributed  amongst  them, 
which  blood-vessels  eommunicated  with  those  in  the 
alveolar  walls.  (Figs.  100  and  101.)  The  alveolar  walls 
were  also  thickened  Ijy  a fibro-nneleated  gi-owth.  It  was 
therefore  perfectly  oljvious  that  in  these  lungs  the  pro- 
ducts of  a previous  acute  croupous  pneumotiia  were  be- 
coming vascularised  and  undergoing  development  into  a 


• For  ono  of  thosn  specimens  I am  indebted  to  Dr.  Goodhart,  who 
records  the  case  in  the  “ Trans.  Path.  Soc.  Loud.,”  vol.  x.xv.  p.  33. 


348 


INFLAMMATION  OF  THE  LUNGS. 


fibroid  structure,  and  that  tbis  rntr a- alveolar  cbange  was 
the  principal  cause  of  the  fibroid  induration  of  the  organ. 

With  regard  to  the  etiology  of  interstitial  pneumonia — 
it  probably,  as  already  stated,  almost  invariably  owes  its 
origin  to  some  antecedent  more  acute  pneumonic  process 
of  either  the  exudative  or  catarrhal  type,  or  to  bronchitis. 
It  is  maintained,  however,  by  many  pathologists  that  a 
fibroid  change  may  occur  in  the  lungs  as  a primary  and 


Fig.  101. 


Chronic  Pneumonia.  A portion  of  the  intra- 
nlveolar  exudation-products  (Fig.  100)  more 
highly  magnified.  Sliowing  the  elongated 
spindle  cells,  the  fibrillation,  and  the  blood- 
vessel containing  blood-corpuscles,  x 200. 

independent  affection,  and  that  consequently  interstitial 
pneumonia  occupies  the  same  pathological  position  as  in- 
durative processes  in  the  liver  and  kidneys.  That  such  a 
view  is  correct  appears  to  me  to  be  extremely  doubtful. 

An  interstitial  pneumonia,  also,  sometimes  occurs  in 
lungs  which  have  been  compressed  by  pleural  effusion. 
It  would  appear  that  this  is  more  especially  liable  to 
result  if  the  effusion  has  remained  long  unabsorbed  or  not 
evacuated. 


CHAPTER  XLI. 


PULMONARY  PHTHISIS. 

By  pulmonary  phthisis  is  understood  a disease  of  the 
lungs  which  is  characterised  by  progressive  consolidation 
of  the  pulmonary  texture,  and  by  the  subsequent  soften- 
ing and  disintegration  of  the  consolidated  tissue.  Re- 
specting the  nature  of  the  morbid  processes  which  lead 
to  this  consohdation  and  disintegration  of  the  lungs — 
various  opinions  have  from  time  to  time  been  held  by 
pathologists,  and  this  diversity  of  opinion  exists  to  some 
extent  even  at  the  present  day.  According  to  the  older 
views,  which  were  based  upon  the  teaching  of  Laennec, 
phthisis  was  regarded  in  all  cases  as  a tuberculous  disease. 
Tubercle  was  looked  upon  as  a specific  non-infiammatory 
growth  which  was  characterised  by  the  caseous  degene- 
ration which  it  invariably  underwent  (see  “ Acute  Tuber- 
culosis”), and  this  caseous  metamorphosis  was  held  to  be 
such  a distinguishing  peculiarity  of  the  growth  that  all 
caseous  masses  came  to  be  regarded  as  tuberculous,  and 
phthisis,  in  which  caseation  plays  such  a prominent  part, 
was  consequently  regarded  as  a tuberculous  disease.  The 
various  consolidations  of  the  pulmonary  tissue  were  de- 
scribed as  “infiltrated  tubercle,”  and  tubercle  in  some 
form  or  other  was  regarded  as  so  essential  a constituent 
of  the  disease,  that  “ phthisis”  and  “ pulmonary  tuber- 
culosis” came  to  be  quite  synonymous  terms. 

These  older  views  respecting  the  nature  of  phthisis 
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have  undergone  various  modifications  during  recent  years. 
When  the  ainplication  of  the  term  “ tubercle’’  became 
limited  by  Virchow  and  his  followers  to  the  grey  granu- 
lation it  was  evident  that  such  views  were  no  longer 
tenable,  and  at  the  present  time  many,  in  accordance  with 
the  advocacy  of  the  late  Professor  Niemeyer,  regard  tu- 
bercle as  only  an  occasional  element  in  the  causation  of 
the  disease.  In  considering  how  far  tubercle  plays  a part 
in  the  production  of  phthisis,  it  must  be  borne  in  mind 
that  this  growth  is  now  known  to  be  an  inflammatory 
one.  \\  The  miliai'y  lesions  which  are  commonly  known  as 
tubercular,  are  the  anatomical  residts  of  chronic  inflam- 
matory processes  limited  to  small  circumscribed  areas; 
and  although  they  consist  in  the  main  of  a small-celled 
lymphoid  tissue,  they  present  certain  differences  in  their 
histological  characters  according  to  the  structure  of  the 
organ  in  which  they  originate.  (See  “Acute  Tuberculosis.”) 
In  the  lungs  it  has  l^een  seen  that  they  consist  not  only 
of  that  lymphoid  tissue  and  branched  cells,  which  is  so 
characteristic  of  tubercular  lesions,  but  also  of  accumu- 
lations of  epithelium  within  the  pulmonary  alveoli.  (See 
“ Tuberculosis  of  the  Lungs.”) 

Histology  of  Phthisis. — The  histological  changes  in 
the  lungs  which  occur  in  pulmonary  phthisis  are  precisely 
analogous  to  those  which  are  met  with  in  acute  tuber- 
culosis. They  differ  mainly  in  this  respect — that  whilst 
in  the  latter  disease  these  changes  are  usually  limited  to 
minute  areas  (hence  the  miliary  character  of  the  lesions), 
in  the  former  they  commonly  involve  much  wider  tracts 
of  tissue. 

In  studying  pulmonary  phthisis,  it  will  be  advisable  in 
the  first  place  to  describe  the  various  structural  changes 
which  are  met  with  in  the  lungs,  together  with  the  more 
important  alterations  which  they  ju'oduce  in  the  physical 
characters  of  the  organs ; and  subsequently  to  examine 
into  the  nature  of  the  morbid  processes  uiion  which  these 
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changes  depend,  and  to  draw  some  general  conclusions 
respecting  the  pathology  of  the  disease. 

The  structural  changes  met  with  in  the  lungs  in  phthisis 
are  mainly  of  four  kinds: — 1st.  An  accimmlation  of  epi- 
thelial cells  loithin  the  pulmonanj  alveoli;  2nd.  The  pre- 
sence tvithin  the  alveoli  of  a fibrinous  exudation,  and  leu- 
cocytes ; 3i'd.  A thiclceniny  .of  the  alveolar  loalls  by  a 
small-celled  tissue,  together  ivith,  in  most  cases,  the  growth 
of  a similar  tissue  around  the  minute  bronchioles;  and 
4th.  An  increase  in  the  interlobular  connective  tissue. 
These  four  kiuds  of  morbid  change  are  usually  associated 
with  one  another,  although  in  very  different  degrees.  The 
preponderance  of  one  or  other  of  them  produces  those  . 
variations  in  the  physical  characters  of  the  lungs  which 
are  met  with  in  the  different  stages,  and  in  the  different 
varieties  of  the  disease.  These  various  structural  changes 
must  now  be  considered  seiDarately. 

1st.  An  accumulation  of  egrithelial  cells  ivithin  the 
pulmonary  alveoli  is  one  of  the  most  frequent  changes 
met  with  in  phthisis,  and  this  change  is  precisely  similar 
to  that  already  described  as  occurring  in  time  catarrhal 
pneumonia.  The  alveoli  are  found  filled  with  large  nu- 
cleated elements  which  are  the  offspring  of  the  ejiithelial 
cells  nonnally  lining  the  alveolar  walls.  (See  Fig.  97.)  In 
some  cases  this  alveolar  accumulation  may  constitute 
almost  the  only  morbid  change,  and  although  the  alveolar 
walls  may  be  found  slightly  thickened  here  and  there  by 
a small-celled  lymphoid  tissue,  the  great  bulk  of  the  pul- 
monary consolidation  is  due  to  the  stuffing  of  the  alveolar 
cavities  with  catarrhal  products.  (Fig.  102.)  In  some 
parts — those  in  which  the  change  is  the  mo.st  recent — the 
large  cells  which  fill  the  alveoli  and  the  alveolar  walls 
will  be  found  but  little  altered,  but  in  the  gi'eater  portion 
of  the  consolidated  tissue  the  cells  will  be  seen  in  various 
stages  of  retrogressive  mctamori)hosis,  and  the  alveolar 
walls  destroyed ; whilst  in  those  tracts  of  tissue  in  which 
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the  process  is  most  advanced  all  trace  of  structure  is  lost, 
and  nothing  is  seen  but  a granular  debris.  These 


Section  of  Luwj  from  a case  of  Actite  Phthisis. 

Showing  the  aocumulatious  of  epithelial  cells 
within  the  alveoli.  The  alveolar  walls  are  almost 
completely  free  from  any  small-celled  growth.  In 
some  parts  a free  space  is  seen  between  the  alveolar 
walls  and  their  contents  : this  is  simply  due  to 
the  shrinking  of  the  latter  caused  by  the  harden- 
ing of  the  specimen,  x 50.  (Compare  with  Fig. 

63.) 

changes  are  precisely  analogons  to  those  met  with  in 
many  of  the  larger  nodnlar  lesions  of  acute  tuberculosis. 
(See  Figs  62  and  63.) 

The  appearances  presented  by  the  Inngs  in  those  cases 
in  which  the  structural  changes  above  described  consti- 
tute almost  the  only  canse  of  the  consolidation,  are  very 
characteristic.  The  consolidated  tissue  is  quite  soft  and 
friable,  breaking  down  very  readily  under  the  finger,  and 
there  is  a complete  absence  of  any  induration.  The  con- 
solidation, although  frequently  almost  uniform,  some- 
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times  presents  a somewliat  lobnlated  outline,  indicating 
the  implication  of  diiFereut  groups  of  the  pulmonary 
lobules.  The  colour  varies  from  a reddish  to  a yellowish- 
grey,  and  scattered  through  the  consolidated  mass  are 
often  small  portions  of  a more  decidedly  yellow  tint. 
These  latter  correspond  with  those  parts  in  which  the 
retrogressive  changes  are  the  most  advanced,  and  they 
are  even  softer  in  consistence  than  the  surrounding 
tissue.  In  many  parts  the  consolidated  tissue  will  be 
found  broken  down,  so  as  to  form  cavities  of  various 
sizes.  These  always  possess  irregular  walls,  which  are  quite 
soft  and  friable  like  the  solid  tissue  which  surrounds  them. 

2nd.  The  i)resence  within  the  alueoli  of  a fi.hrinous 
exudation  and  leucocytes,  is  less  frequent  than  the  pre- 
ceding. The  exuda,tiou  products  are  similar  to  those 
which  fiU  the  alveoli  in  ordinary  croupons  pneumonia. 
(See  Fig.  94.)  The  coagulum,  however,  is  usrmlly  not  so 
abundant,  neither  is  the  fibrillation  quite  so  distinct.  In 
the  most  acute  forms  of  phthisis  this  may  constitute 
almost  the  only'  cause  of  the  pidmonary  consolidation, 
but  more  commonly  it  is  associated  with  more  or  less 
epithebal  proliferation.  The  microscopical  characters  of 
the  lungs  are  precisely  similar  to  those  of  red  and  grey 
hepatisation  (see  “Croujjous  Pneumonia”),  from  which 
the  consolidation  differs  merely  in  the  fact  that  it  under- 
goes disintegration,  and  so  gives  rise  to  the  formation  of 
cavities. 

3rd.  A thiclccniny  of  the  alveolar  ivnlls  hy  a small- 
eellcd  tissue,  toyether  with,  in  most  cases,  the  yrowth  of  a 
similar  tissue  around  the  terminal  hronchiolos,  is  very 
constantly  associated  with  the  former  intra-alveolar 
changes.  The  characters  of  this  now  tissue  iircsent 
every  variation  from  an  adenoid  growth  composed  almost 
entirely  of  small  lymphoid  elements,  such  as  is  repre- 
sented in  Fig.  66  a,  to  one  in  which  the  reticulum  of  this 
growth  is  much  denser — as  seen  in  Figs.  55  and  06  h — 
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and  many  of  the  cells  are  more  or  less  distinctly  branched 
or  spindle-shaped.  These  variations  correspond  with 
differences  in  the  age  of  the  new  growth  and  in  the 
rapidity  of  its  development.  In  many  parts  the  alveolar 
cavities  may  be  found  completely  obliterated  and  replaced 
l)y  this  new  tissue,  whilst  in  others,  where  the  change  is 
less  advanced,  their  walls  will  be  seen  to  l)e  more  or  less 
thickened  by  it,  and  their  cavities  to  be  filled  with  partially 

Fig.  U)3. 


St'ctUm  of  lAinr/  from  a rnsn  of  somewhat  Chronic 
Phthisis.  Sliowing  the  thickening  of  the  alveolar 
walls  by  a small-celled  adenoid  tissue  which  is 
becoming  fibroid,  together  with  an  accumulation 
of  epithelial  cells  within  the  alveolar  cavity  which 
are  undergoing  retrogressive  changes,  x 200. 

or  completely  degenerated  epithelial  elements  (Fig.  103), 
or  with  giant  and  branched  cells.  (See  Figs.  64  and  56.) 
Although  the  new  growth  appears  in  many  places  to  be 
undergoing  a process  of  progressive  development,  in 
others  it  is  equally  evident  that  it  is  undergoing  retro- 
gressive changes,  and  the  granular  debris  into  which  it 
has  become  converted  is  often  seen  associated  tvith  the 
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degenerated  epithelial  elements,  the  two  together  pro- 
ducing tracts  of  softened,  yellowish,  caseous  material. 

The  development  of  this  new  growth  in  the  alveolar  walls 
leads  to  the  partial,  or  even  complete,  obliteration  of  the 
pulmonary  capillaries,  which,  as  will  be  seen  subsequent!}', 
constitutes  an  important  element  in  the  causation  of  the 
retrograde  changes.  This  vascular  obstruction  is  also 
pai'tly  due  to  proliferation  of  the  nuclei  in  the  walls  of 
the  capillaries  (Wilson  Fox). 

Eespecting  the  alteration  which  the  growth  of  this 
small-celled  tissue  produces  in  the  physical  characters  of 
the  lungs — it  may  be  stated  generally,  that  it  usually 
leads  to  more  or  less  indm-ation  of  the  pulmonary  texture. 
The  extent  of  this  induration,  however,  will  vary  with 
that  of  the  fibrillation  of  the  new  tissue.  If  the  tissue  be 
almost  entirely  cellular,  such  as  is  the  case  when  it  is  very 
rapidly  developed,  it  will  produce  but  little  if  any  indir- 
ration  of  the  pulmonary  consolidation,  ' which,  consisting 
mainly  of  the  alveolar  catarrhal  ]Droducts,  will  be  soft  and 
friable  in  consistence,  much  resembling  that  which  has 
been  already  described.  When,  on  the  other  hand,  as  is 
more  frequently  the  case,  there  is  any  marked  fibrillation 
of  the  new  gi-owth,  or  its  reticulum  is  dense  and  abun- 
dant, there  -will  be  a corresponding  induration  of  the 
consolidated  tissue.  In  many  cases  these  changes  pro- 
duce rmiform  tracts  of  indurated  consolidation  of  a greyish 
colour  mottled  with  black  pigment,  in  which  there  may  be 
scattered  here  and  there  yellowish  patches  corresponding 
to  those  portions  which  have  undergone  retrogressive 
fatty  changes. 

4th.  The  remaining  structural  change  which  is  met  with, 
to  a greater  or  less  extent,  in  most  cases  of  pulmonary 
phthisis,  consists  in  an  increase  in  the  interlobular  con- 
nective tissue.  This  tissue,  which  surrounds  the  bronchi 
and  blood-vessels  and  contributes  to  the  fonnation  of  the 
alveoli,  is  found  not  only  increased  in  amount,  but  also 
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altered  in  character.  It  is  usually  richly  cellular,  and  in 
the  various  stages  of  its  growth  it  presents  all  the  varia- 
tions met  with  in  connective  tissue  which  is  the  seat  of  a 
chronic  inflammatory  process.  (See  Fig.  72.)  It  often 
exhibits,  in  some  parts,  a distinctly  reticulated  structirre 
precisely  similar  to  that  of  the  adenoid  growth  in  the 
alveolar  walls  (see  Fig.  103),  hut  it  has  a much  greater 
tendency  to  form  a dense  fibroid  tissue  than  has  the 
alveolar  growth,  and  it  is  much  less  frequently  the  seat  of 
retrograde  change.  This  is  owing  to  its  more  perfect 
vascular  supply.  In  the  most  chronic  cases  of  phthisis 
this  interlobular  growth  may  constitute  the  predominant 
structural  change,  and  large  tracts  of  the  luilmonai-y 
texture  may  be  found  completely  replaced  by  it.  (See 
“ Iuter.stitial  Pneumonia.”) 

An  increase  in  the  interlobular  connective  tissue  in 
phthisis — inasmuch  as  the  new  tissue  has  so  marked  a 
tendency  to  become  dense  and  fibroid — leads  to  extensive 
induration  of  the  pulmonary  texture  ; and  further,  owing 
to  the  contraction  which  the  tissue  tends  to  undergo,  its 
growth  ultimately  produces  a corresiDonding  contraction 
of  the  diseased  lung.  In  all  those  cases  of  phthisis  in 
•which  there  is  cither  a thickening  of  the  alveolar  walls 
or  an  increase  in  the  interlobular  connective  tissue,  any 
cavities  which  may  exist  in  the  consolidated  and  indu- 
rated tissue  are  characterised  by  the  tough  and  fibroid 
character  of  their  walls,  these  presenting  a marked  con- 
trast to  the  soft  friable  tissue  which  surrounds  the  cavi- 
ties in  those  cases  in  which  the  pulmonary  consolidation 
is  mainly  due  to  intra- alveolar  growth. 

These  various  changes  may  involve  -wide  tracts  of  the 
pulmonary  tissue,  or  they  may  be  limited  to  small  cir- 
cumscribed areas.  The  causes  of  these  differences  in  their 
distribution  will  be  seen  when  considering  the  nature  and 
etiology  of  the  morbid  processes  to  the  existence  of  which 
they  owe  their  origin. 
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Pathology  of  Phthisis. — Having  thus  briefly  described 
the  various  structural  changes  met  with  in  the  lungs  in 
phthisis,  it  remains  to  consider  the  nature  of  the  morbid 
processes  upon  which  they  depend.  In  the  first  place  it 
is  evident  that  these  changes  are  analogous  to  those  which 
have  been  seen  to  occur  in  the  several  forms  of  pulmonary 
inflammation.  The  fibrinous  exudation  and  leucocytes, 
and  the  accumulation  of  epithelial  cells  within  the 
alveoli  in  croupous  and  catarrhal  pneumonia,  with,  in  the 
more  chronic  cases,  the  ultimate  thickening  of  the  alveolar 
walls ; and  the  increase  in  the  interlobular  connective 
tissue  which  characterises  the  interstitial  jirocess,  closely 
resemble  the  phthisical  lesions.  These  considerations, 
together  with  those  derived  from  the  study  of  the  etiology 
of  the  disease,  are  sufficient  to  justify  the  conclusion  that 
the  morbid  processes  which  lead  to  the  consolidation 
and  subsecpieut  disintegration  of  the  lung  come  within 
the  category  of  inflammation,  and  that  the  differences  in 
the  anatomical  changes  to  which  they  give  rise  are  due 
to  differences  in  the  intensity,  in  the  duration,  and  in  the 
mode  of  origin  of  the  inflammatory  process. 

In  considering  the  causes  of  these  differences  in  the 
histological  changes  in  the  lungs,  it  is  important  to  bear 
in  mind  what  has  been  already  stated  respecting  the 
variations  in  the  character  of  the  textural  alterations  in 
inflammation  which  are  produced  by  differences  in  the 
intensity  and  duration  of  the  inflammatory  process.  (See 
“ Varieties  of  Intlammation.”)  When  studying  the  pro- 
cess of  inflammation,  it  was  seen  that  the  most  intense 
forms  of  the  process  were  characterised  by  abundant 
fibrinous  exudation  and  emigration  ; whereas  in  inflam- 
mations of  less  intensity,  the  textural  changes  played  a 
more  prominent  part.  These  textural  changes  also  varied 
according  to  the  intensity  of  the  inflammation.  In  the 
least  severe  and  most  chronic  forms,  these  changes  tended 
to  be  limited  to  the  elements  immediately  adjacent  to  the 
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blood-vessels  and  lymphatics,  whereas  in  inflammations 
of  somewhat  greater  intensity  more  distinct  elements  be- 
came involved.  Further,  whereas  in  the  former  case  these 
changes  usually  resulted  in  the  formation  of  a small-celled 
tissue  which  tended  to  become  fibroid,  in  the  latter,  the 
more  distant  elements — being  in  most  cases  incapable  of 
further  develoiDment — tended  to  undergo  retrogressive 
changes.  In  the  lungs,  the  truth  of  these  propositions 
was  borne  out  by  the  differences  which  were  seen  to  exist 
in  the  histological  characters  of  the  lesions  in  the  various 
forms  of  pulmonary  inflammation  and  also  in  acute 
tuberculosis.  In  the  tuberculous  process  it  appeared  to 
be  probable  that  the  more  severe  the  irritation  of  the 
infective  particles  the  more  liable  were  they  to  cause  a 
proliferation  of  the  large  epithelial  cells  contained  within 
the  alveoli,  whereas  when  the  irritation  was  less  severe, 
its  influence  tended  to  be  limited  to  the  elements  in  the 
alveolar  walls  and  interlobular  tissue.  (See  “Tuber- 
culosis of  the  Lungs.”) 

If  the  pathology  of  these  inflammatory  processes  in 
the  lungs  be  kept  in  view,  the  exjflanation  of  the  diffe- 
rences in  the  histological  characters  of  the  lesions  in  pul- 
monary j^hthisis  becomes  tolerably  evident.  In  those 
cases  in  which  the  inflammatory  processes  are  of  slight 
intensity  and  of  long  duration,  the  most  marked  struc- 
tural change  will  consist  in  the  development  of  a small- 
celled  growth  in  the  alveolar  walls  and  in  the  interlobidar 
tissue — a growth  which  tends,  more  or  less,  to  become  de- 
veloped into  a fibroid  structure ; whereas  in  those  cases 
in  which  the  inflammation  is  of  greater  intensity  fibrinous 
exudation  and  emigration,  and  proliferation  of  the  alveo- 
lar epithelium,  will  constitute  more  prominent  parts  of 
the  process. 

The  intensity  of  the  inflammatory  process  not  only  de- 
termines to  a great  extent  the  histological  characters  of 
the  pulmonary  consolidation,  but  also  the  subsequent 
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chauges  which  take  place  in  it.  Tliesc  changes  are  of 
three  kinds — resolution,  development  into  a fibi’oid  tissue, 
and  retrograde  metamorphosis.  Much  of  that  consolida- 
tion of  the  lung  which  is  the  most  rapidly  induced,  and 
which  is  consec[uently  intra-alveolar,  may  become  ab- 
sorbed. The  resolution  may  be  complete,  or  after  the 
absorption  of  the  iutra-alveolar  products  there  may  re- 
main more  or  less  small-celled  growth  in  the  alveolar 
walls. 

Fibroid  development  takes  place  principally  in  the  new 
interlobular  growth,  to  a less  extent  in  the  growth  in  the 
alveolar  walls,  and  probably  sometimes  from  iutra-alveo- 
lar exudation.  (See  Fig.  100.) 

In  those  cases  in  which  the  intensity  of  the  inflamma- 
tory process  is  considerable,  not  only  do  the  epithelium 
and  exudation-products  which  have  accumulated  withiu 
the  alveoli  quickly  degenerate  and  break  down,  but  any 
small-celled  tissire  which  may  have  been  developed  in  the 
alveolar  walls  or  around  the  terminal  bronchioles  also 
softens  and  dies,  and  thus  the  vitality  of  large  tracts  of 
the  pulmonary  consolidation  may  become  destroyed. 

This  death  and  disintegration  of  the  ijulmonaiy  conso- 
lidation which  constitutes  so  essential  a feature  of  the 
disease,  is  in  great  measure  duo  to  conditions  interfering 
with  the  pulmonary  circulation.  This  interference  not 
only  causes  the  destruction,  but  also  prevents  that  ab- 
sorption of  the  inflammatory  products  which  usually 
occurs  in  non-phthisical  jmlmonary  consolidation. 

The  circulation  is  interfered  with  by  the  adenoid  growth 
in  the  alveolar  walls,  by  the  pressure  exercised  upon  the 
pulmonary  capillaries  by  the  inflammatory  products  which 
have  accumulated  within  the  alveoli,  and  probably  also, 
in  the  most  acute  forms  of  phthisis,  by  that  .stagnation  of 
the  blood- stream  which  results  from  every  acute  inflam- 
matory process.  In  addition  to  this  interference  with  the 
pulmonai'y  circulation,  an  im2)ortant  element  in  the 
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caiisation  of  tlie  retrograde  changes  of  phthisis  is  pro- 
bably that  inherent  weakness  of  the  lungs  (usually  in- 
herited), which  not  only  renders  them  especially  suscep- 
tible to  injury,  but  also,  when  injured,  renders  them 
abnormally  incapable  of  recovering  themselves  from  the 
inflammatory  process  which  has  been  induced. 

In  those  cases  of  phthisis,  on  the  other  hand,  in  which 
the  inflammatory  process  is  less  severe,  the  small-celled 
tissue  produced  in  the  alveolar  walls  and  aroiind  the 
terminal  bronchioles  has  a greater  tendency  to  become 
developed  into  a more  or  less  fibrillated  structure,  and  the 
more  chronic  the  course  of  the  disease  the  greater  is  this 
tendency.  The  new  growth  in  the  interlobular  tissue, 
inasmuch  as  its  vascular  supply  is  but  little  interfered 
with,  almost  invariably  becomes  iudirrated  and  fibroid. 
It  is  these  two  kinds  of  change  in  the  newly  formed  ele- 
ments, the  one  tending  towards  death  and  the  other 
towards  progressive  development,  which  produce  the 
caseation  and  softening  on  the  one  hand,  and  the  indura- 
tion on  the  other,  which  associated  in  such  various 
degrees,  make  up  the  diverse  j^hysical  characters  of  the 
phthisical  lung. 

In  studying  the  etiology  of  the  inflammatory  processes 
which  give  rise  to  pulmonary  jihthisis,  it  becomes  evident 
that  two  different  agencies  are  principally  concerned. 
These  are  iiredisposition  and  irritation. 

By  predisposition  I mean  that  inherent  weakness  of 
the  lungs  which  exists  in  such  a large  proiDortion  of  the 
cases  of  phthisis,  and  which  not  only  renders  them  ab- 
normally susceptible  to  the  various  kinds  of  injurious 
irritation,  but  also  makes  them  less  capable  than  strong 
lungs  of  recovering  themselves  from  the  effects  of  the 
inflammatory  process  which  the  irritation  has  produced. 

By  irritation  is  to  be  understood  that  injury  to  the 
lungs  by  means  of  which  the  inflammatory  processes  in 
them  are  induced.  Inflammatory  processes  may  be  in- 
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duceci  in  tlie  lungs  by  that  general  cbilling  of  tbe  surface 
of  the  body  -which  constitutes  what  is  termed  “ taking 
cold.”  T^Hlich  organ  suffers  as  the  result  of  the  chill 
often  appears  to  depend  in  great  measure  upon  predisj)o- 
sition  (inherited  or  acquired).  If  the  lungs  are  the  weak 
organs,  as  they  so  often  are  in  phthisis,  they  are  the  most 
liable  to  become  inflamed.  In  other  cases  the  pneumonic 
process  appears  to  be  due  to  altered  conditions  of  the 
blood,  such  as  are  associated  with  Bright’s  disease,  &c. 

A more  important  agent  in  the  production  of  phthisis 
than  the  preceding  is  the  irritation  of  the  lungs  through 
the  medium  of  the  bronchi.  The  bronchial  mucous  mem- 
brane, communicating  as  it  does  with  the  external  air,  is 
esj^ecially  liable  to  injury,  and  the  extreme  frequency 
with  which  the  development  of  phthisis  is  preceded  by 
successive  attacks  of  bronchial  catarrh  is  a well-esta- 
bh.shed  clinical  fact,  the  important  bearing  of  which  upon 
the  successful  treatment  of  the  disease  it  would  bo  diffi- 
cult to  over-estimate.  That  catarrhal  processes  in  the 
smaller  bronchi  are  often  followed  or  accompanied  by 
inflammatory  changes  in  the  pulmonary  alveoli  was  seen 
when  studying  the  iiathology  of  catarrhal  pneumonia.  In 
explaining  these  changes,  however,  it  must  be  borne  in 
mind  that  although  the  thickening  of  the  alveolar  walls  is 
in  part  the  result  of  the  i^rimary  irritation,  the  ju'esenco 
of  the  degenerated  catarrhal  products  witliin  the  alveolar 
cavities  must  also  produce  an  iTijurious  effect,  and  so  may 
be  an  additional  cause  of  the  alveolar  gro-wth.  These 
catarrhal  processes  in  the  bronchi  which  are  such  frequent 
precursors  of  the  pulmonary  consolidation,  also  give  rise 
to  a gradual  thickening  of  the  bronchial  mucous  mem- 
brane, to  an  increase  in  the  peri-bronchial  connective 
tissue,  and  often  to  more  or  less  ulceration  and  irregular 
contraction  and  dilatation  of  the  tubes.  In  other  cases 
the  injury  appears  to  exercise  its  influence  directly  uiiou 
the  inner  surface  of  the  air-vesicles  without  ]3roducing 
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bronchial  catarrh.  The  inflammatory  processes  which  are 
set  up  by  means  of  injuries  inflicted  through  the  medium 
of  the  bronchi  are  characterised  by  the  disseminated 
character  of  their  distribution.  Groups  of  air-vesicles 
communicating  with  the  terminal  bronchioles  become  im- 
]ilicated,  and  thus  are  produced  lobular  lesions. 

The  last  method  by  which  injuries  may  be  inflicted 
upon  the  lungs  is  by  means  of  infection.  This  infection 
is  precisely  similar  to  that  which  has  been  already  de- 
scribed as  causing  general  tuberculosis.  By  it  is  under- 
stood the  property  possessed  by  certain  inflammatory 
products — especially  by  those  which  have  become  caseous 
— of  inducing  secondary  inflammatory  processes  in  other 
parts.  Limited  tuberculosis  differs  from  the  general 
disease  only  in  the  extent  to  which  the  infective  materials 
are  distributed.  Whereas  in  the  general  aflection  the 
dis.scmination  of  the  infective  substances  takes  place 
principally  by  means  of  the  blood-vessels,  in  the  moi'e 
limited  processes  the  dissemination  is  effected  by  means 
of  the  lymphatic  vessels  or  serous  canals.  In  the  lungs, 
limited  infective  processes  are  exceedingly  common  in 
phthisis,  and  they  give  rise  to  many  of  the  miliary 
nodules  of  induration  which  are  so  frequently  met  with 
in  phthisical  lungs.  The  source  of  infection  in  these  cases 
is  usually  some  caseous  induration  already  existing  in  the 
lung,  so  that  the  infective  process  usually  supervenes 
upon  pre-existing  phthisis. 

There  remains  still  one  other  factor  which  has  a most 
important  influence  upon  the  causation  of  phthisis — the 
(jeneral  health  of  the  individual.  That  the  development 
and  jorogress  of  phthisis  is  greatly  influenced  by  the  state 
of  the  general  health  is  well  known.  That  this  should  be 
so  will  be  readily  imderstood  if  the  inflammatory  nature 
of  the  disease  be  kept  in  view,  inasmuch  as,  in  all  cases, 
the  susceptibility  of  a living  tissue  to  injury  is,  cwteris 
Itarihus,  greater,  and  the  power  of  recovering  itself  from 
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the  effect  of  the  inflammation  less,  the  lower  the  standard 
of  the  general  health. 

In  conclusion,  allusion  must  be  made  to  the  different 
varieties  of  pirlmonary  phthisis.  Although  the  variations 
observed  in  the  physical  characters  of  phthisical  lungs 
and  also  in  the  clinical  history  of  the  disease,  have  led  to 
its  subdivision  into  different  kinds,  it  appears  to  me  that 
there  are  no  pathological  grounds  for  any  such  subdivi- 
sion. The  variations  observed  in  the  clinical  history  of 
phthisis  and  in  the  physical  characters  of  phthisical  lungs 
are,  I think,  mainly  to  be  ascribed  to  variations  in  the 
duration  and  intensity  of  the  inflammatory  processes 
which  give  rise  to  the  pirlmonary  consolidation,  and  also 
to  the  parts  which  primary  pulmonary  inflammation, 
bronchial  inflammation,  and  infection  play  respectively  in 
the  causation  of  the  disease. 


CHAPTER  XLIL 


CHANGES  IN  THE  BLOOD  AND  CIECULATION. 

IIYrEE^EMIA. 

IlYPEHyKMiA  or  coiigestioii  is  excess  of  blood  in  the  more 
or  less  dilated  vessels  of  a part.  Whatever  increases  the 
pressure  of  the  blood,  or  diminishes  the  resistance  of  the 
vessels,  may  be  a cause  of  h3fpera;mia.  Hyperosmia  is 
active  or  arterial,  and  mechanical  or  venous.  These  two 
varieties  must  be  considered  separately. 

.ACTIVE  UYrElUEMI.Y. 

Active  hyj^eraemia  is  an  excess  of  blood  in  the  arteries 
of  a part,  with,  in  most  cases,  an  acceleration  of  the  flow. 

Causes. — The  causes  of  active  hyjoerasmia  may  be 
divided  into  those  which  increase  blood-pressure,  and 
those  which  diminish  arterial  resistance. 

1.  Increased  Blood-imesswo. — This  occurs  most  com- 
monly from  interruption  of  the  main  current  of  blood  in 
any  particular  part,  owing  to  which  increased  pressure  is 
thrown  upon  the  collateral  vessels.  These  vessels  thus 
become  dilated,  the  amount  of  blood  in  them  is  increased, 
and  the  flow  is  accelerated.  This,  which  is  known  as 
collateral  hijpercBmia,  is  seen  after  the  obstruction  of  the 
main  current  from  any  cause,  as  from  the  ligature  of  the 
vessel,  or  fi-om  its  occlusion  by  a thrombus  or  embolus. 
(See  “ Embolism.”) 
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General  obstruction  in  the  capillaries  of  a part  will  in 
the  same  way  cause  a compensatory  hypertomia.  This  is 
esemiilified  by  the  application  of  external  cold  causing 
contraction  of  the  superficial  capillaries  and  congestion 
of  internal  organs ; and  by  obstruction  of  the  capillaries 
in  one  j^art  of  an  organ  causing  hyperaamia  of  the  jjarts 
adjacent. 

2.  I)imi)iishcd  Arterial  Hesistance. — This  is  much  the 
most  frequent  cause  of  active  hypermmia.  It  may  arise 
from — ■ 

a.  liclaxation  or  paralysis  of  the  loall  of  the  vessel. — The 
relaxation  of  the  muscular  coat  of  an  artery  and  the  con- 
sequent dilatation  of  the  vessel,  may  be  owing  to,  1st,  the 
direct  pai’alysis  of  the  vaso-motor  nerve  supifiyiug  it ; 2nd, 
to  its  indirect  paralysis  from  irritation  of  a sensory  nerve; 
and  3rd,  to  changes  in  the  walls  of  the  vessel  resulting 
from  injury  iudepeudently  of  the  nervous  centres.  The 
effects  of  direct  paralysis  of  the  vaso-motor  nerves  are 
seen  in  the  active  congestion  of  the  head  and  neck  which 
follows  pressure  upon  the  sympathetic  in  the  neck,  as  by 
an  aneurism  ; and  in  the  unilateral  congestion  which 
results  from  ex|Derimental  sections  or  disease  of  one-half 
of  the  spinal  cord.  Some  emotional  conditions  also  are 
attended  by  paralysis  of  the  vascular  nerves  and  conse- 
quently by  active  hyperoemia : this  is  seen  in  blushing. 
Certain  substances  again  taken  internally  produce  vaso- 
motor paralysis,  as  the  nitrite  of  amyl,  alcohol,  tobacco,  &c. 

Relaxation  and  dilatation  of  the  aideries  resulting  from 
irritation  of  a sensory  nerve  in  those  jjarts  in  which  the 
nerve  originates,  and  from  the  direct  injury  of  the  walls 
of  the  vessel  independently  of  the  nervous  system,  has 
ali'eady  been  described  when  speaking  of  vascular  dilata- 
tion as  the  earliest  change  iu  the  j)rocess  of  inflammation. 
In  inflammation,  the  irritation  is  so  severe  as  to  cause 
not  only  dilatation  of  the  vessel  and  accelerated  blood- 
flow,  but  also  a subsequent  retardation  of  the  circulation 
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and  exudation  of  Uqnor  sanguinis  and  blood-corpuscles. 
(See  “ Inflammation.”)  If  the  irritation  be  less  intense 
or  less  prolonged  in  its  action  it  produces  simply  dilata- 
tion of  the  vessels  and  increased  rapidity  of  flow — i.e., 
active  hypermmia.  Tliis  is  seen  in  the  congestion  of  the 
skin  which  results  from  fidction,  heat,  and  many  irritating 
substances  ; in  the  priapism  that  sometimes  results  from 
the  passage  of  a catheter : and  in  many  similar  conditions. 

/3.  Sudden  removal  of  external  fressure. — The  sudden 
removal  of  external  pressure  from  vessels  is  followed  by 
their  dilatation,  and  consequently  by  hypermmia.  As 
examples  of  hyperasmia  from  this  cause  may  be  mentioned 
that  which  results  from  dry  cupping,  and  from  the 
sudden  removal  of  ascitic  fluid,  and  of  the  fluid  from  a 
hydrocele. 

y.  Atony  of  the  walls  of  the  vessels  from  mal-nutrition. — 
This  is  a much  less  imiDortant  cause  of  hypermmia.  Fatty 
degeneration  of  the  muscular  and  internal  coats  of  the 
smaller  arteries  may,  however,  in  some  cases  lead  to  their 
dilatation,  and  thus  be  a cause  of  active  hyjoermmia. 

Results. — The  results  of  active  hypermmia  are  i^rinci- 
pally  such  as  might  be  expected  to  follow  from  an  increase 
in  the  amount  of  the  arterial  blood,  and  in  the  rapidity  of 
its  flow,  in  any  particular  organ  or  tissue.  There  is 
increased  redness  and  pulsation,  a sensation  of  throbbing 
being  often  experienced  by  the  patient.  There  is  also  an 
increase  in  bulk.  The  temperature  at  the  same  time 
undergoes  a marked  elevation.  Serous  effusions,  hemor- 
rhage, and  thrombosis — so  common  as  results  of  me- 
chanical hyperemia — are  rarely  met  with.  If  the  hyper- 
emia be  of  long  duration,  the  small  arteries  become 
permanently  enlarged,  and  their  walls  thickened.  Function 
may,  or  may  not,  be  interfered  with.  It  is  in  the  nervous 
centres  that  functional  changes  are  most  frequently  met 
with.  They  include  great  excitability,  paracsthesim  of 
sight  and  hearing,  convulsions,  &c. 
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MECHANICAL  IIYPEE.EMIA. 

lu  mechanical  hypertemia,  the  excess  of  blood  is  princi- 
pally in  the  veins,  and  the  How,  instead  of  being  accele- 
rated, is  retarded. 

Causes. — The  causes  of  mechanical  hypermmia  are 
such  as  interfere  with  the  return  of  the  blood  by  the 
veins,  either  by  directly  impeding  its  exit  from  any  vein 
or  system  of  veins,  or  by  diminishing  the  normal  cir- 
culating forces.  They  are — 

1.  A direct  Impediment  to  the  lieturn  of  Blood  hij  the 
Veins. — This  is  the  most  fertile  cause  of  mechanical 
hypercemia.  Any  obstruction  to  the  retuni  of  blood  by 
the  veins  is  followed  by  distension  and  impeded  flow 
behind  the  obstruction.  The  congestion  of  some  of  the 
abdominal  viscera  which  results  from  the  obstruction  to 
the  portal  circulation  in  cirrhosis  of  the  liver ; that  of  the 
lung  in  mitral  consti’iction  and  regurgitation  ; that  of  the 
systemic  circulation  in  insufficiency  of  the  tricuspid  valve  ; 
and  that  of  the  lower  extremities  from  the  pi-essure  of  the 
gravid  uterus  on  the  iliac  veins,  are  a few  of  the  numerous 
familiar  examples  of  mechanical  hypermmia  from  this 
cause. 

2.  Gravitation. — This  becomes  an  important  auxiliary 
in  the  production  of  hypera3mia  in  disease,  especially 
when  it  is  associated  with  diminished  car<liac  power. 
The  effect  of  gravitation  in  determining  congestion  of  the 
most  dependent  parts  is  exemiilifled  in  chronic  exhaustive 
and  in  many  of  the  acute  febrile  diseases,  in  which  the 
nutrition  generally  becomes  impaired,  the  heart’s  power 
weakened,  and  in  which  the  patient  is  unable  frequently 
to  change  his  position.  The  integuments  of  the  back,  and 
the  posterior  portions  of  the  lungs,  are  the  parts  which 
are  thus  most  frecjnently  affected. 

3.  Increased  Local  Resistance. — This  results  from  dis- 
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eased  conditions  of  tlae  arterial  walls,  owing  to  which  they 
either  lose  their  elasticity  and  contractility  and  thus 
their  power  of  equalising  and  regulating  the  blood-llow, 
or  become  considerably  enlarged.  In  either  case  the  cir- 
culation will  be  impeded,  and  accumulation  of  blood  and 
retardation  of  flow  take  place  in  the  veins  beyond.  Such 
conditions  may  arise  from  simple  atony  of  the  arterial 
walls,  or  from  atheromatous,  fatty,  or  calcareous  changes. 
They  are  most  common  in  advanced  life.  The  part  they 
play  in  the  production  of  senile  gangi-enc  has  been  already 
alluded  to.  (See  “ Senile  Gangrene.”) 

4.  diminished  Cardiac  Foicer. — This  is  one  of  the  most 
important  cairses  of  mechanical  hypermmia,  especially 
when  it  is  associated  with  any  of  the  preceding  ones.  The 
motor  power  of  the  heart  becomes  inqjaired  in  many  of 
the  chronic  exhausting  diseases,  also  in  the  acute  febrile 
diseases,  as  in  typhus  and  typhoid  fever,  and  in  aU  those 
conditions  of  degeneration  and  softening  of  its  structure 
which  lead  to  the  dilatation  of  its  cavities.  In  whichever 
of  these  ways  the  vis  a tertjo  is  diminished  it  will  tend  to 
produce  venous  hypermmia. 

Results. — Long  continued  mechanical  hypermmia  leads 
to  imi^airment  of  vitality  and  function.  The  tissues 
gradually  atrophy  and  undergo  reti-ogressive  changes, 
although  from  the  amount  of  serosity  and  blood  which 
they  contain  their  size  and  absolute  weight  may  he  in- 
creased. Their  temperature  becomes  lowered.  The  most 
important  results,  however,  of  this  variety  of  hy2oera3mia 
are  fibroid  induration,  transudation  of  serum,  liaemor- 
rhage,  thrombosis,  and  gangrene. 

1.  Fibroid  Induration. — This,  which  is  due  to  a gradual 
increase  in  the  connective  tissue  around  the  blood-vessels, 
is  one  of  the  most  imjDortant  results  of  long  continued 
mechanical  hypei-mmia.  The  interstitial  growth  leads  to 
atrophy  of  the  other  structures,  and  thus  to  im25airment  of 
the  functions  of  the  organ.  In  the  stomach,  it  2n’oduces 
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atrophy  of  the  glandular  structirres  ; in  the  kidney,  com- 
pression of  the  urine-tubes;  in  the  liver,  obstruction  to  tlie 
portal  circulation ; in  the  heart,  diminution  in  motor  power. 
The  alterations  which  this  change  produces  in  the  physical 
characters  of  the  organs — viz.,  a hardness  and  induration 
associated  with  abnormal  redness  or  pigmentation  due  to 
the  excess  of  blood,  are  exceedingly  characteristic. 

•2.  Transndafion  of  Serum. — This  gives  rise  to  oedema, 
and  dropsical  effirsious.  Its  occurrence  is  greatly 
favoured  by  the  stretching  of  the  walls  of  the  vessels, 
and  by  the  damage  which  their  structure  sustains.  The 
transuded  serum  usually  differs  from  blood-senim  in 
being  of  lower  specific  gravity,  and  in  containing  more 
water  and  less  of  the  solid  constituents.  The  greater 
the  pressure,  the  more  nearly  does  the  transuded  li(piid 
resemble  the  li(pior  sanguinis,  and  the  greater  is  the 
amount  of  albumen  which  it  contains.  If  the  pressiu'e 
be  very  great  it  may  yield  a filjrinous  coaguluni. 

3.  HuimorrluKje. — This  is  another  result  of  mechanical 
hyijermmia.  It  u.sually  occurs  only  when  the  obstruction 
to  the  venous  current  is  very  great.  Those  vessels  which 
are  the  lea.>t  supixuded  are  the  first  to  give  way.  The 
hminorrhago  into  the  stomach  in  cirrhosis  of  the  liver, 
and  into  the  lung  in  mitral  disease,  are  familiar  examples 
of  hmmorrhage  from  this  cause. 

Xot  only  does  blood  escape  from  the  vessels  by  rupture 
of  their  walls  in  mechanical  hypermmia,  but  the  red 
Idood-corpuscles  pass  through  the  walls  of  tlie  ca])illaries 
into  the  surroumling  tissues  witliout  rupture  taking 
place.  This  passage  of  the  red  corpuscles  through  the 
cajjillary  walls,  which  was  discovered  by  Cohnhciin,  may 
be  observed  in  the  web  of  the  frog's  foot  after  ligature  of 
the  femoral  vein.  The  corpuscles  in  passing  through  the 
vessel  become  constricted  in  their  centre,  so  as  to  assume 
an  hour-glass  shape.  This  emigration  only  occurs  when 
the  obstruction  is  considerable. 
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4.  Thrombosis. — This,  as  a result  of  mechanical  ob- 
struction, will  he  described  in  the  following  chapter. 

5.  Gangrene. — This  only  occurs  from  mechanical  hy- 
percemia  when  the  obstruction  is  very  general  and  com- 
plete. It  has  been  already  described  under  the  head  of 
“ Gangrene.” 

Mecuanical  Hyper.®mia  of  the  Lia'er  — Nutmeg 
Liver. — Long-continued  mechanical  hyperaemia  of  the 


Fig.  104. 


Xuhmf!  IJvcr.  Showing  the  destruction  of  tlio 
liver-cells  and  the  pigmentation  in  the  central 
portions  of  the  acinus,  together  with  the  now 
growth  of  connective  tissue  at  the  periphery. 
V.  Hepatic  vein.  P.  I’ortal  canal,  x 50.  (When 
this  specimen  is  more  highly  magnified,  the  cen- 
tral hepatic  vein  and  its  tributaries  are  seen  to  be 
filled  with  red  blood-corpuscles,  and  their  walls 
thickened.  The  intercellular  network  which  im- 
mediately surrounds  it  is  also  thickened,  and  the 
periplu'ral  connective  tissue  growth  contains  nu- 
merous nuclei.) 
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liver  gives  rise  to  tlie  conditiou  known  as  Nidmerj  Liver. 
This  is  the  condition  which  so  frequently  results  from 
disease  of  the  heart.  The  change  is  charactei-i.sed  by  a 
large  accumulation  of  blood  in  the  hepatic  veins,  by  dila- 
tation and  thickening  of  these  veins,  by  atrophy  of  the 
hepatic  cells  in  the  central  portions  of  the  acini,  and  by 
an  increase  in  the  interlobular  connective  tissue.  The 
impediment  to  the  return  of  blood  by  the  hepatic  vein 
leads  to  atrophy  of  the  cells  in  the  central  portions  of  the 
acini  and  also  to  the  formation  of  granular  pigment,  so 
that  when  examined  microscopically,  these  portions  of 
the  acini  are  seen  to  consist  of  broken-down  cells  and 
granules  of  pigment.  (Fig.  104.)  The  veins  here  are 
found  nurch  dilated  and  filled  with  red  blood-corpuscles. 
Their  walls  are  thickened,  and  there  often  appears  to 
be  also  more  or  less  thickening  of  the  intercellular  net- 
work which  immediately  surrounds  the  central  vein. 
Owing  to  this  thickening  of  the  central  veins  and  of  the 
adjacent  intercellular  network,  and  to  the  destruction  of 
the  liver-cells,  the  most  central  portions  of  the  acini,  in 
advanced  stages  of  the  disease,  may  present  a very 
fibrous  appearance.  At  the  peripheral  parts  of  the  acini 
the  new  interlobular  growth  is  seen  insinuating  itself 
between  the  almost  unaltered  liver  cells.  This  new  inter- 
lobular growth  is  usually  distinctly  nucleated,  but  for  the- 
most  part,  less  so  than  that  met  with  in  cirrhosis.  Its 
cellular  character  has  been  especially  insisted  upon  by 
Dr.  Wickham  Legg. 

In  the  earlier  stages  of  this  affection  the  liver  is  often 
considerably  increased  in  size  from  the  large  amoaint  of 
blood  which  it  contains.  On  section,  it  pi'cscnts  a peculiar 
mottled  appearance,  the  centre  of  the  lobules  being  of 
a dark  red  colour,  whilst  the  peripheral  portions  are  of 
a yellowish-white.  This  latter  appearance  is  often  in- 
creased by  the  presence  of  more  or  loss  fat  in  the  peri- 
X)heral  liver-cells.  Ultimately  the  organ  may  undergo  a 
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gradual  diminution  in  size.  This  is  due  partly  to  the 
atrophy  of  the  cells  iu  the  central  portions  of  the  lohule, 
and  partly  to  the  pressure  of  the  interlobular  growth. 
The  interlobular  growth  tends  to  cause  obstruction  to  the 
portal  cu'crrlation,  as  in  cirrhosis. 

Meciiaxical  Hvper.emia  of  the  Lungs. — In  the  Inngs 
long-continued  mechanical  hyjjerasmia  produces  that 
peculiar  induration  and  pigmentation  of  the  organs 

Fig.  105. 


Uroicn  Induration,  of  the  Lmuj.  Showing  tlie  abuonnal 
number  of  swollen  pigmented  epithelial  cells  covering  the 
alveolar  walls,  the  inci'ease  of  connective  tissue  around  the 
blood-vessel,  a,  and  the  largo  quantity  of  pigment.  6.  The 
alveolar  cavity,  x 200. 

which  is  liiiowu  as  Brown  Induration.  This  condition 
most  frequently  results  from  stenosis  and  insufficiency  of 
the  mitral  orifice.  The  alterations  produced  in  the  pul- 
monaiy  texture  consist  in  the  first  place  of  elongation 
and  dilatation  of  the  pulmonary  capillaries,  so  that  even 
in  uuinjected  preparations  the  alveolar  walls  appear  ab- 
normally tortuous.  The  epithelial  cells  lining  the  alveoli 
also  become  swollen  and  ultimately  multiply,  and  they 
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an-  seen  in  large  numberB,  tilled  witb  dark  brown  pig- 
ment, covering  the  alveolar  walls.  (Fig.  105.)  They  I're- 
qaently  accumulate  within,  and  fill,  the  alveolar  cavities. 
These  changes  are  followed  by  an  increase  in  the  inter- 
lobular connective  tissue,  by  the  formation  of  laige  cpiau- 
tities  of  lirownish-black  pigment,  and  often  by  a thickening 
of  the  alveolar  walls. 

Lungs  in  which  the.se  changes  are  at  all  advanced  pre- 
sent a more  or  less  unifoi’m  brownish-red  tint,  mottled 
with  brown  or  blackish-coloured  specks  and  .streaks. 
They  are  heavier  and  tougher  than  natural,  less  crepi- 
tant, and  upon  squeezing  them  the  pulmonai-y  tissue  is 
found  to  be  denser  and  thicker  than  that  of  a healthy  lung. 


Post-Mortem  Appe.^r.vxces  of  Hyper.emia. — The  post- 
mortem appearances  presented  by  hypertemic  organs  and  * 
tissues  vary  considerably.  A^ery  frequently  parts  which 
were  hypermmic  during  life  show  no  signs  of  it  after 
death.  If  the  blood  does  not  coagulate  rapidly  it  passes 
on  into  the  veins,  and  thus  the  recognition  of  arterial 
and  capillary  hyqjerajinia  very  often  becomes  im2iossible. 
The  effect  of  gravitation  must  also  be  taken  into  account 
in  e.stiinating  hyiiermmia.  After  death  the  blood  natu- 
rally gravitates  to  the  most  dejjendeut  2‘>arts : — this  is 
seen  in  the  post-mortem  congestion  of  the  ^losterior  jDor- 
tions  of  the  lungs,  and  of  the  most  deiiendcut  jiortions  of 
the  various  coils  of  the  intestine.  The  uniform  redness  of 
Iiost-mortem  staining  again,  must  not  be  confounded  with 
the  redness  of  hypermmia.  In  caiullary  and  arterial  hy- 
liermmia,  the  colour  is  I'ed,  aird  the  injection  often  in-csents 
the  appearance  of  a capilliform  network.  If  very  intense 
it  may  to  the  naked  eye  aiiiicar  uniform,  but  a lens  will 
always  discover  its  capillary  nature.  When  the  veins  are 
the  seat  of  the  hyperminia  the  injection  is  called  ramiforin, 
and  the  colour  is  dark  blue. 
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The  anatomical  peculiarities  in  the  distribution  of  the 
blood-vessels  will,  however,  materially  affect  the  appear- 
ance of  the  hypermmia.  In  the  intestines  it  is  often 
punotiform,  being  situated  in  the  vessels  of  the  villi ; so 
also  in  the  kidney,  when  its  seat  is  the  Malpighian  cor- 
puscles. A punctiform  appearance  may  also  be  produced 
by  minute  extravasations  of  blood.  If  the  hyperaemia  is 
of  long-standing,  the  tissue  becomes  pigmented.  This  is 
often  well  seen  in  the  stomach  and  intestines,  also  in  the 
lungs. 


CHAPTER  XLIIl. 


THROMBOSIS. 

Thrombosis  is  a coagulation  of  the  blood  within  the 
vessels  during  life.  This  coagulation  is  o'wing  to  changes 
in  the  walls  of  the  vessel  itself,  or  to  imiieded  hlood-tlow. 
The  coagulum  is  called  a fhrombus.  It  may  form  in  the 
heart,  in  the  arteries,  in  the  capillaries,  or  in  the  veins. 
It  is  much  the  most  common  in  the  last-named  vessels. 

Thrombi  must  be  distinguished  from  the  coaguln  that 
form  after  death,  and  also  from  those  formed  in  the  last 
moments  of  life  which  are  so  commonly  found  in  the 
cardiac  cavities.  Post-mortem  coagula  are  soft,  and  are 
often  divisible  into  two  layers,  coloured  and  nncoloured  ; 
they  do  not  adhere  to  the  walls  of  the  vessel,  and  rarely 
completely  fill  its  cavity.  The  clots  formed  in  the  heart 
just  before  death  constitute  a connecting  link  between 
post-mortem  coagula  and  throml)i.  They  are  more  or 
less  decoloi'ised,  and  are  firmer  in  consistence  and  more 
fibrinous  than  post-mortem  clots.  They  are  not  firmly 
adherent  to  the  cardiac  walls,  but  are  often  so  entangled 
amongst  the  columnm  carnem,  chordae  tendineae,  and 
papillary  muscles,  that  they  cannot  be  quite  readily 
separated.  They  aiipcar  to  be  the  result  of  the  mechani- 
cal defiljrination  of  the  blood  by  the  cai’diac  contractions 
a little  while  before  death  ; the  contractions  not  being 
sufficiently  strong  to  empty  the  cavities,  some  of  the 
blood  remains  behind,  and  becomes  “ whipped  up”  and 
defibrinated.  These  clots  are  most  common  in  the  right 
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cardiac  cavities,  and  they  often  extend  some  way  into  the 
jjulnionary  arteiy  and  aorta,  from  which,  however,  they 
I'an  very  readily  be  removed.  They  are  met  with  most 
frequently  in  those  cases  in  which  death  has  taken  place 
•slowly,  and  in  which  there  has  been  a gradual  loss  of 
power  in  the  cardiac  contractions.  The  proi^ortion  of 
Hbrinogenous  substance  in  the  blood  will  also  materially 
iutluence  the  extent  of  their  formation. 

A thrombus,  or  ante-mortem  clot,  is  firmer,  dryer,  and 
more  fibrinous  than  either  of  the  preceding,  and  it  is 
adherent  to  the  walls  of  the  vessel.  Its  characters,  how- 
ever, vary  with  its  age,  and  with  the  circumstances  under 
which  it  originates.  When  freshly-formed  it  is  of  a dark- 
red  colour  and  soft  gelatinous  consistence,  closely  re- 
sembling  the  post-mortem  clot.  It  gradually  becomes 
paler,  dryer,  less  elastic,  and  more  friable.  If  it  is 
rapidly  produced — as  when  the  circulation  is  suddenl}'- 
arrested  in  a portion  of  a vessel  by  the  application  of  a 
ligature — the  coagulum  at  once  comidetely  fills  the  vessel, 
and  as  it  becomes  firmer  it  maintains  a more  or  less 
uniform  structure.  Thrombi,  however,  which  have  under- 
gone a slow  and  gradual  formation,  ai'e  rarely  thus 
uniform  in  structure,  but  are  made  up  of  numerous  con- 
centric layers,  and  so  present  a stratified  apj^earance. 
This  is  owing  to  the  coagulation  taking  place  gradually 
upon  the  inner  surface  of  the  vessel,  and  to  the  white 
corpuscles  adhering  to  the  successive  layers  of  coagulum. 
These  corpuscles,  from  the  property  which  characterises 
them  of  adhering  to  one  another  and  to  the  sides  of  the 
vessels,  and  esiDecially  to  any  porous  substances  with  which 
they  may  come  in  contact,  cohere  with  the  fibrinous  layers 
as  they  are  deposited ; so  that  ultimately  the  thrombirs  is 
made  up  of  layers  of  fibrinous  coagulum  and  white 
corpuscles  more  or  less  alternately  and  concentrically 
arranged.  This  gives  to  it  a stratified  appearance. 

The  thrombus  may  completely  or  only  partially  fill  the 
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cavity  of  tlie  vessel.  lu  most  cases,  however,  when  coagu- 
lation has  commenced,  it  proceeds  until  the  vessel  is 
obstructed,  and  when  once  this  has  occurred,  the  forma- 
tion of  the  throuibirs  continues  to  extend  in  the  course  of 
the  vessel  until  it  meets  with  a current  of  blood  strong 
enough  to  arrest  its  progress.  Its  ultimate  extent  will 
thus  mainly  depend  upon  the  vessel  in  which  it  is  formed, 
upon  the  size  and  situation  of  the  collateral  branches, 
and  ujmn  the  force  of  the  circulating  curi'cnt.  The 
direction  in  which  the  coagulation  principally  extends, 
whether  in  the  arteries  or  veins,  is  consequently  back- 
wards from  vessels  of  smaller  to  those  of  larger  calibre  ; 
the  formation  of  the  thrombus  continuing  until  it  meets 
with  a ciu'rent  sufficiently  strong  to  restore  the  circula- 
tion, which  in  many  cases  is  as  far  as  the  entrance  of 
the  next  large  collateral  vessel.  The  end  of  the  thrombus 
next  the  heart  is  rounded  and  conical  in  shape.  (See 
Fig.  108,  c.) 

The  thrombus  when  once  formed  either  becomes 
organised  or  softens.  The  former  is  most  frequent  in  the 
arteries,  the  latter  in  the  veins  and  heart. 

Organisation. — This  consists  in  the  gradual  transfor- 
mation of  the  thrombus  into  connective  tissue.  A 
thrombus  which  is  undergoing  a process  of  organisation 
gradually  diminishes  in  size,  it  becomes  more  and  more 
decolorised,  firmer  and  more  fibrous  in  consistence,  its 
union  with  the  wall  of  the  vessel  becomes  more  intimate, 
and  ultimately  it  becomes  converted  into  a fibro-cellular 
cord.  These  changes  are  probably  principally  owing  to 
the  white  blood-corpuscles  which  it  contains. 

Soon  after  the  formation  of  the  thrombus  the  number 
of  young  cells  in  it  becomes  greatly  increased.  In 
somewhat  more  advanced  stage  the  red  blood-corpuscles 
almost  entirely  disappear,  the  clot  becomes  firm  and 
homogeneous,  and  in  addition  to  the  small  round 
elements,  numerous  anastomosing  spindle-shaped  cells 
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with  oval  nuclei  make  their  appearance.  (Fig.  106.)  The 
intercellular  material  then  becomes  fibrillated,  the  walls 
of  the  vessel  become  infiltrated  with  cells,  and  numerous 
new  blood-vessels  are  formed  which  intersect  the  thrombus 
in  all  directions.  These  vessels  communicate  with  the 
cavity  of  the  thrombosed  vessel,  and  with  its  vasa 
vasorum.  (Fig.  107.)  The  vascular  fibrillated  stnicture 


Fig.  lOG. 


Section  of  an  Arterial  Thrombus  Thirty-seven  Days  Old. 
a.  New  blood-vessels,  b.  Leucocytes  aud  anastomosiug 
cells,  (lliudfleiscb.) 


into  which  the  thrombus  has  become  organised  gi-adually 
undergoes  a process  of  atrophy  and  contraction,  the  new 
vessels  disappear,  and  ultimately  it  becomes  converted  into 
a fibro-cellular  cord.  In  some  cases  it  becomes  calcified, 
and  thus  forms  a phlebolith. 

Respecting  the  source  from  which  the  large  number  of  ^ 
new  cells  which  make  their  appearance  in  the  thrombus  j 
are  derived — it  appears  to  be  most  jn'obable  that  they  f J 
originate  mainl}’-  from  the  white  blood-corpuscles,  and 
partly  from  the  endothelial  and  connective-tissue  cells  'w. 
belonging  to  the  walls  of  the  vessel.  Whether,  however, 
they  are  all  of  them  the  offspring  of  these  elements,  or 
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whether  some  of  them  may  not  he  leucocytes  which  have 
penetrated  from  without,  is  unlcuown.  From  these  small 
cells  the  elongated  connective  tissue-cells  are  produced. 
The  exact  source  from  which  the  fihrillated  intercellular 
material  is  derived — -whether  the  iutercellular  coagulum 
itself  fibrillates,  or  whether  it  disappears  and  the  fibres  are 
derived  from  the  protoplasm  of  the  cells — is  uncertain. 


Loiir/iliidiiifil  Section  of  the  TJrjnturcd  Kmt  of  the  Crural 
Artcri/  of  a J-tor/,  Jiftn  Dnnst  after  the  Apjiliealioi}  of  the 
Unatnre.  Sliowiiif;  tliu  nifwly-fornii'd  vcs.scUs  in  tlio 
thromlmN  ;nul  tlicir  comiiiiinication  IIk-  vasa  vaso- 
niiii.  77i. 'nirombu.s.  .1/,  iMnscular  cn.at.  /f.  Bxtcriial 
coat  ami  va.sa  vasonim.  x 2U.  (0.  Wcljcr.) 

Snft.eniTjg. — If  the  thrombus  docs  not  become  organised, 
it  usually  undergoes  a process  of  softening  and  lique- 
faction : — this  is  most  common  in  the  veins  and  heart. 
It  is  probable  also  that  in  sonic  cases  the  thrombus  may 
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become  absorbed.  The  softening  most  frequently  com- 
mences in  the  centre  of  the  clot,  and  gradually  extends 
towards  the  circumference.  The  thrombus  breaks  down 
into  a soft  pulpy  material,  which  sometimes  has  the  ap- 
jjearance  of  pounded  cooked  meat,  and  in  other  cases  is 
distinctly  puriform  in  character.  Under  the  microscope 
it  is  seen  to  consist  of  albuminous  granules,  molecular  fat, 
and  more  or  less  altered  red  and  white  blood-coiqmscles. 
These  changes  in  the  clot  ai-e  frequently  owing  simply  to 
its  disintegration,  but  in  some  cases  it  is  probable  that 
the  thrombus  may  supimrate,  and  that  owing  to  the  pro- 
liferation of  the  white  blood-corimscles  which  it  contains 
it  becomes  converted  into  true  pus.  The  whole  of  the 
thrombus  may  thus  become  softened,  or  the  process  may 
be  limited  to  the  more  central  portions,  whilst  the  external 
layers  become  organised.  Very  frequently  as  the  older 
portions  of  the  clot  are  becoming  disintegrated  and  sof- 
tened, fresh  coagulation  takes  place  at  its  extremities. 

Causes. — The  causes  of  thrombosis  are  of  two  kinds  — 
those  which  lead  to  a retardation  of  the  blood-llow,  and 
those  in  which  there  is  some  abnormal  condition  of  the 
walls  of  the  vessels  or  of  the  blood. 

1.  Thrombosis  from  Betardedion  of  the  Blood-flow  may 
result  fi-om — 

a.  Interrjqition  or  narrowing  of  the  vessel. — This  occurs 
after  the  application  of  a ligature.  Coagulation  com- 
mences at  the  point  of  contact,  and  extends  as  far  as  the 
first  large  collateral  branches,  thus  permanently  closing 
the  vessel.  The  pressure  exei-cised  by  tumours,  cicatricial 
tissue,  extravasations  of  blood,  and  the  closure  of  a vessel 
by  the  impaction  of  an  embolus,  may  in  the  same  way  by 
impeding  or  ainesting  the  circulation  cause  thrombosis. 
General  obstruction  in  the  capillaries  of  a part  also  causes 
coagulation  in  the  adjacent  veins. 

(3.  Solution  of  the  continuity  of  the  vessel. — The  forma- 
tion of  a thrombus  after  the  division  or  tearing  of  a vessel 
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coustitutes  the  means  by  which  hajmorrhage  is  imme- 
iliately  ai'rested : — there  must  be  either  thrombosis  or  con- 
tinuous haemorrhage.  In  the  arteries,  the  severed  end  ol' 
the  vessel  contracts  and  retracts  within  its  sheath,  coagu- 
lation commences  around  it  and  extends  upwards  as  far 
as  the  first  large  collateral  branch.  In  the  veins  htemor- 
rhage  is  frecpiently  arrested  by  the  valves,  and  the  forma- 
tion of  a thrombus  will  evidently  depend  upon  the  rela- 
tive situations  of  the  valves  and  collateral  vessels.  The 
hajmorrhage  from  the  uterus  after  the  separation  of  the 
placenta  is  arrested  either  by  uterine  contraction  or  by 
thrombosis. 

y.  Dilatation  of  the  vessels,  or  of  the  heart. — The  most 
familiar  example  of  thrombosis  from  this  cause  is  that 
which  occurs  in  an  aneurism.  The  greater  the  amount  of 
dilatation  the  greater  is  the  retardation  of  the  blood-flow. 
The  coagulation  commences  at  the  sides  of  the  vessel,  and 
may  extend  imtil  it  completely  fills  the  cavity.  Coagrda- 
tion  from  the  same  cause  is  not  uncommon  in  the  dilated 
plexuses  of  the  prostate  gland.  In  the  heart,  thrombosis 
is  most  frequent  in  the  auricles.  It  usually  commences 
in  the  auricular  appendix,  where  there  is  very  little  pro- 
pulsive power,  and  it  may  gradually  extend  into  the  auri- 
cular cavity.  It  is  also  met  with  in  the  ventricles,  com- 
monly commencing  here  between  the  columnee  carneac. 

S.  Diminished  cardiac  po ice?’.— This  is  a common  cause 
of  thrombosis  in  the  veins.  The  coagulation  commences 
just  Ijchind  the  flaps  of  the  valves,  fi’om  which  it  gradually 
extends  into  the  cavity  of  the  vessel.  This  appears  to  bo 
owing  to  the  force  of  the  current  not  being  sufficiently 
strong  to  completely  open  the  valves,  and  the  blood  con- 
sequently stagnates  and  coagulates  behind  them.  The 
crural  ami  iliac  veins,  the  venous  plexuses  of  the  back, 
and  the  cerebral  sinuses,  arc  the  situations  in  which 
thrombosis  from  this  cause  is  most  frequently  met  with. 
It  occurs  in  the  course  of  many  chronic  exhausting  dis- 
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eases  in  which  the  cardiac  power  becomes  diminished,  and 
is  especially  frequent  in  phthisis,  cancer,  &c.  The  state 
of  the  blood,  which  often  has  an  abnormal  tendency  to 
coagulate,  together  with  the  quiescent  condition  of  the 
patient,  materially  aid  in  causing  the  coagrdatiou. 

2.  Thrombosis  from  Abnormal  Conditions  of  the  Vessels 
or  of  the  Blood. 

a.  Causes  in  the  vessels. — Any  abnormal  condition  of 
the  walls  of  a vessel  may  be  a cause  of  thrombosis.  When 
the  wall  becomes  abnormal  it  acts  as  a foreign  body  and 
the  blood  coagulates  upon  it,  and  it  may  continue  to  do  so 
until  the  cavity  of  the  vessel  becomes  filled  with  coagulum. 
Thrombi  produced  in  this  way  are  consequently  stratified. 
Tlic  walls  of  a vessel  may  become  altered  as  the  result  of 
inllammatory  processes,  and  inflammation  was  formerly 
regarded  as  the  main,  if  not  the  only,  cause  of  thrombosis ; 
hence  thrombosis  in  veins  is  frequently  termed  “ phle- 
bitis” even  at  the  present  day.  Inflammation  of  veins, 
as  already  stated,  is  certainly  rare  as  a primary  condi- 
tion, although  it  not  unfrequently  results  from  the 
formation  of  a thrombus.  "VWien  occurring  primarily, 
inflammatory  processes,  both  in  the  arteries  and  the 
veins,  have  their  seat  in  the  external  and  middle  coats 
or  in  the  deeper  layers  of  the  intima.  They  never  com- 
mence in  the  lining  membrane  of  the  vessel : this  only 
becomes  affected  secondarily.  The  vitality  of  the  lining 
membrane  becomes  impaired  as  the  result  of  the  inflam- 
matory process,  and  when  this  has  occurred  it  acts  as  a 
foreign  body,  and  thus  there  is  a tendency  for  the  blood 
to  coagulate  upon  its  surface.  In  other  cases  the  lining 
membrane  is  completely  destroyed,  and  the  subjacent 
diseased  tissues  thus  come  into  contact  with  the  circu- 
lating blood,  and  in  the  same  way  cause  the  formation 
of  a thrombus.  Such  inflammatory  changes  occur  in 
the  arteries,  constituting  the  condition  known  as  “ athe- 
roma,” which,  in  the  smaller  vessels,  may  be  a cause  of 
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thrombosis.  In  the  heart  they  constitute  endocarditis ; 
and  here  also,  as  has  been  seen,  coagulation  may  take 
place  upon  the  abnormal  surface  of  the  inflammatory 
vegetations.  (See  “ Endocarditis.”) 

The  walls  of  a vessel  may  also  become  altered,  and  thus 
thrombosis  result,  from  inflammation  or  gangrene  of  the 
tissues  in  which  it  is  situated.  The  vitality  of  the  vessel 
becomes  destroyed  and  the  blood  coagulates  ^vithin  it ; 
and  by  this  means  the  occurrence  of  htemorrhage  is  fre- 
quently j)re vented.  The  projection  of  new  formations,  as 
sarcoma,  into  the  cavity  of  vessels,  may  in  the  same  way 
cause  the  formation  of  a thrombus. 

/3.  Causes  in  the  hlood. — The  greater  the  tendency  of 
the  blood  to  coagulate  the  more  readily  will  thrombosis 
take  place.  An  increased  tendency  to  coagulation  ap- 
pears often  to  be  due  to  an  excess  of  the  fibrinogenous 
substance  in  the  blood,  such  as  exists  in  acute  inflam- 
matory diseases,  and  in  the  latter  mouths  of  pregnancy. 
This  tendency,  however,  is  j^robably  never  sufficient  in 
itself  to  determine  the  formation  of  a thrombus ; it  can 
hence  only  be  regarded  as  a predis230sing  cause.  It  is 
especially  in  those  conditions  in  which  the  circulation  is 
imjjeded  from  diminished  cardiac  power,  that  it  becomes 
an  imjiiortant  agent  in  ^iroducing  thrombosis. 

Kesults. — The  results  of  thrombosis  comjnlse  certain 
changes  in  the  walls  of  the  vessels,  more  or  less  obstruc- 
tion to  the  circulation,  and  embolism.  These  must  be 
considered  separately. 

1.  Changes  in  the  vessels. — More  or  less  alteration  in 
the  wall  of  the  vessel  is  an  invariable  consequence  of  tho 
formation  of  a tlu-ombus.  AMhen  the  thrombus  under- 
goes a process  of  organisation,  it  becomes,  as  already 
described,  intimately  united  with  the  vascular  wall.  The 
latter  in  the  first  jdace  becomes  infiltrated  with  cells  and 
considerably  thickened,  but  ultimately,  together  with  the 
thrombus,  gradually  atrophies.  It  is  when  the  thrombus 
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Hoftens  and  becomes  disintegrated  that  the  most  impor- 
tant changes  take  iDlace  in  the  vessel.  These  changes  are 
of  an  acute  inflammatory  nature,  and  appear  to  result 
from  the  irritating  influence  of  the  softened  thrombus. 
They  are  most  frequently  observed  in  the  veins,  where 
softening  is  most  liable  to  occur. 

The  walls  of  a vein  within  which  a thrombus  is  soften- 
ing are  considerably  thickened,  so  that  the  vessel  more 
resembles  an  artery.  The  inner  surface  has  lost  its 
translucency,  and  is  of  a dead  oj^aque  colour.  The  vasa 
vasorum  are  hyperasmic.  Under  the  microscope,  the 
cells  of  the  iutima  and  of  the  middle  and  external  coats 
are  found  to  be  considerably  increased  in  number,  and 
numerous  leucocytes  are  seen  infiltrating  the  different 
textures.  In  some  cases  small  collections  of  pus  are  seen 
in  the  external  coats.  Similar  changes  are  observed  in 
the  arteries. 

In  these  acute  inflammatory  changes  which  are  pro- 
duced in  veins  by  thrombi  j^roliferation  of  the  endothe- 
lium of  the  vessel  often  ai^pears  to  play  a prominent  part. 
As  already  stated,  in  inflammation  of  vessels  not  resulting 
from  thrombosis,  the  endothelium  undergoes  no  active 
changes. 

2.  Ohstruction  to  the  circulation. — The  consequences  of 
the  ob.struction  to  the  circulation  which  results  from  the 
formation  of  a thrombus  will  depend  irpon  the  rajjidity  of 
its  formation,  the  nature  and  size  of  the  vessel  obstimcted, 
the  situation  and  number  of  the  collateral  branches,  and 
the  force  of  the  circulating  current.  When  a thrombus 
forms  in  a vein  of  small  size  and  there  are  numerous 
collateral  vessels,  as  in  the  prostatic  or  uterine  plexuses, 
the  circulation  is  but  little  interfered  with  and  no  symp- 
toms of  obstruction  result.  If,  however,  the  main  trunk 
of  a large  vein  becomes  obliterated,  as  that  of  the  femoral 
or  ihac  veins,  the  obstruction  is  followed  by  hypcraemia, 
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the  extent  and  duration  of  which  will  depend  upon  the 
facility  with  which  the  circulation  can  be  restored  by  the 
collateral  vessels.  Thrombosis  in  the  above-named  veins 
frequently  occurs,  as  already  stated,  in  the  latter  stages 
of  many  chronic  diseases,  especially  in  phthisis ; also  in 
the  puerperal  state,  where  it  gives  rise  to  the  condition 
known  as  phlegmasia  dolens.  The  formation  of  a throm- 
bus here  is  followed  by  oedema  and  swelling  of  the  limb, 
which  becomes  tense,  elastic  and  painful.  In  the  early 
stage  there  may  be  some  cyanosis,  but  this  is  usually 
quickl}^  followed  by  a pallid  whiteness  of  the  surface. 
There  is  often  more  or  less  tenderness  in  the  course  of 
the  vein,  which  feels  enlarged,  hard,  and  knotted,  owing 
to  the  secondary  inflammatory  changes  in  its  walls.  At 
the  same  time  there  is  sometimes  swelling  and  tenderness 
of  the  lymphatics,  which  may  be  seen  as  red  lines  tra- 
versing the  limb.  Diffuse  inflammation  of  the  skin  and 
subcutaneous  cellular  tissue  occasionally  occirrs.  These 
changes  are  owing  partly  to  the  mechanical  impediment 
to  the  circulation,  and  partly  to  the  obstruction  of  lym- 
phatics and  to  the  secondary  inflammatory  processes  in 
the  vein  and  tissues  which  ensue.  The  circulation  is 
usually  ultimately  restored ; but  if  the  imj^etliment  has 
been  of  long  duration,  the  tissiies  become  thickened,  and 
the  hmb  is  left  in  a hard,  indurated,  and  somewhat 
enlarged  condition. 

The  formation  of  a thrombus  in  an  artery  is  followed 
in  the  first  place  by  anaemia  of  the  parts  suiDplied  by  it, 
the  ultimate  result  will  depend  upon  the  facility  with 
which  the  circulation  can  be  restored  by  the  collateral 
vessels.  If  the  circulation  be  quickly  re-established,  as 
is  usually  the  case,  the  vitality  of  the  tissues  may  not 
become  impaired ; but  if  not,  the  part  may  undergo  a 
process  of  molecular  disintegration  and  softening,  the 
softened  tissue  often  being  surrounded  by  a zone  of 
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hyperasmia  wLicli  results  from  the  attempt  to  establish  a 
collateral  circulation. 

3.  Emholism. — Portions  of  the  thrombus  may  he  carried 
away  by  the  circulation,  thus  constituting  embolism.  This, 
which  is  the  most  important  result  of  thrombosis,  will  be 
considered  in  the  following  chapter. 


CHAPTER  XLIV. 


EMBOLISM. 

Eiibolisji  is  the  ari'est  of  solid  substances  circulating  iu 
the  blood  iu  vessels  which  are  too  small  to  allow  them  to 
pass.  The  sohd  substances  are  termed  emholi.  These 
are  very  various  in  their  nature. 

By  far  the  most  frequent  source  of  emboli  are  thrombi^ 
portions  of  which  are  carried  from  the  seat  of  their  for- 
mation by  the  circulation,  and  Ijecome  arrested  iu  distant 
vessels — thus  constituting  emholism.  A thrombus  may 
give  rise  to  emboli  in  various  ways.  It  may  soften  and 
break  down,  and  if  the  lumen  of  the  vessel  be  thus  restored, 
its  fragments  become  distributed  by  tbe  blood-current.  In 
those  cases  in  which  the  thrombus  does  not  fill  the  vessel, 
portions  of  it  may  readily  be  carried  away  by  the  blood 
passing  over  it.  Pei'haps,  however,  the  most  frequent  way 
in  which  a thrombus  gives  rise  to  embohsm  is  by  its  conical 
end  being  broken  off  by  the  current  of  blood  from  a col- 
lateral vessel.  The  formation  of  a thrombus,  as  already 
described,  usually  ceases  opposite  the  entrance  of  a large 
collateral  vessel,  and  if  its  conical  end  2^roject  a little  way 
into  the  cavity  of  this  vessel  it  may  1)0  readily  broken  off 
by  the  blood-current.  (Pig.  108.)  It  is  es2:)ecially  venous 
thrombi  which  give  rise  to  embolism  : the  veins  of  the  leg, 
the  iliac,  hypogastric,  and  jugular  veins  being  amongst  the 
most  common  sources.  Emboli  from  cardiac  thrombi  are 
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also  exceediDgly  common,  whilst  those  from  arterial  are 
the  least  frequent. 

Fig.  108. 


T 


A Thrombus  in  the  Saphenous  Vein.  Showing  the  pro- 
joctiou  of  the  conical  end  of  the  thrombus  into  the 
femoral  vessel.  S.  Sa])heuous  vein.  T.  Thrombus, 

C.  Conical  end  projecting  into  femoral  vein.  At  v v,  op. 
posite  the  valves,  the  thrombus  is  softened.  (Virchow.) 

Emboli  may,  however,  originate  independently  of 
thrombi : — vegetations  and  calcareous  or  atheromatous 
masses  separated  from  the  valves  of  the  heart,  or  from 
the  inner  surface  of  arteries ; jiortious  of  new  growths,  as 
carcinoma,  which  having  perforated  the  vessels,  have 
been  carried  away  by  the  current ; parasites  which  have 
made  their  way  into  the  interior  of  vessels;  pigment 
granules,  and  other  substances,  may  all  constitute  emboli. 

The  emboli  become  arrested  in  the  first  vessels  they 
meet  with  which  are  too  small  to  allow  them  to  pass  : 
the  size  of  the  vessel  will  consequently  depend  u)3on  the 
size  of  the  embolus.  They  are  often  so  minute  that  they 
pass  into  and  become  impacted  in  the  smallest  capillaries. 
The  seat  of  impaction  is  usually  at  the  bifurcation  of  the 
vessel,  or  where,  from  the  giving  off  of  branches,  the 
calibre  is  diminishing  rapidly.  (See  Fig.  109.)  Thus 
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emboli  originating  in  the  systemic  veins  or  in  the  right 
cardiac  cavities,  will  most  commonly  become  arrested  in 
the  vessels  of  the  lungs ; those  originating  in  the  arteries, 
the  left  cardiac  cavities,  or  the  pulmonary  veins — in  the 
systemic  arteries  and  capillaries,  especially  in  those  of  the 
spleen,  kidneys,  and  brain  ; and  those  originating  in  the 
portal  venous  system — in  the  hepatic  branches  of  the 
l^ortal  vein.  In  some  cases,  however,  the  smallest  emboli 
may  pass  through  the  capillaries  of  the  lungs  and  become 
arrested  in  those  of  the  kidneys,  spleen,  or  other  organs. 
Thns,  with  the  exception  of  emboli  originating  in  the 
portal  vessels,  the  seat  of  arrest  is  the  arteries  or 
cai^illaries. 

The  emboli  are  usnally  carried  in  the  direction  of  the 
main  current ; hence  those  carried  by  the  aortic  stream 
more  commonly  pass  into  the  thoracic  aorta  than  into  the 
carotid  and  subclavian  vessels,  and  into  the  left  carotid 
and  renal  artei'y  than  into  the  corresiDondiug  arteries  of 
the  opposite  side.  Gravitation  also  influences  the  direc- 
tion in  which  they  are  carried,  especially  those  of  large 
size  which  move  somewhat  more  slowly  than  the  blood- 
stream. C)wiug  to  this,  they  are  more  common  in  the 
lower  lobes  and  posterior  parts  of  the  lungs  than  in  the 
superior  and  anterior  jiortious  of  these  organs. 

The  embolus  when  ai-rested,  may  either  completely  or 
only  pai'tially  fill  the  cavity  of  the  vessel.  If,  as  is  fre- 
quently the  case,  the  arrest  takes  place  at  a point  of 
bifurcation,  the  embolus  may  partially  till  both  branches, 
allowing  a small  stream  of  blood  to  pass.  This  may 
break  off  portions  of  it,  and  so  cause  secondary  emboli, 
which  become  impacted  in  more  distant  vessels.  The 
amount  of  obstruction  which  immediately  follows  the 
arrest,  will  partly  depend  upon  the  nature  of  the  embolus 
itself.  If  the  embolus  be  from  a soft,  recently-formed 
thrombus,  it  will  adapt  itself  to  the  cavity  of  the  vessel, 
and  so  completely  occlude  it.  If,  on  the  other  hand,  it  is 
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irregular  in  shape  and  firm  in  consistence,  as  when  derived 
from  a calcified  cardiac  vegetation,  it  may  not  fill  the 
vessel,  hut  allow  a small  current  of  blood  to  pass  it. 

The  arrest  of  the  embolus  and  the  conseqirent  obstruc- 
tion to  the  circulation,  is  followed  by  the  formation  of 
thrombi  behind  and  in  front  of  it,  which  extend  as  far  as 
the  entrance  of  the  first  large  collateral  vessels.  (Fig.  109.) 

Fig.  109. 


Emhnhis  impacled  at  the  Bifurration  of  a Branch 
of  the  /‘ulmontiri/  Artcri/.  Showing  tlie  fonnation 
of  thrombi  beliiud  autl  iu  front  of  it,  and  the  ex- 
tension of  these  as  far  as  the  entrance  of  the  next 
collateral  vessels.  ]C.  Embolus,  t i'.  Thrombi. 
(Virchow.) 

If  the  embolus  does  not  completely  fill  the  vessel,  coagulum 
is  deposited  in  successive  layers  upon  its  surface  until  the 
occlusion  of  the  vessel  is  complete,  and  then  the  secondary 
thrombus  extends,  as  in  the  former  case,  until  it  meets 
%vith  a current  of  blood  strong  enottgh  to  arrest  its  pro- 
gress. If  the  embolus  is  a portion  of  a soft  thrombus,  it 
will  in  most  cases  be  impossible  to  distinguish  it  from  the 
secondary  thrombus  which  surrounds  it.  If,  however,  it 
is  a calcareous  mass,  or  a portion  of  an  old  thrombus, 
it  may  usually  be  distinguished  from  the  more  recent 
secondary  coagulum.  The  changes  in  these  secondary 
thrombi  are  similar  to  those  already  described  as  occurring 
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in  the  primary, — comprising  adhesion  to  the  wall  of  the 
vessel,  softening,  and  organisation. 

Results. — The  results  of  cmholisin  are  of  two  kinds — 
those  dejDending  njjou  the  mechanical  obstruction  to  the 
circulation,  and  those  produced  by  the  irritating  or 
infective  properties  of  the  emboli  themselves.  (See 
“ Pyaemia.”) 

The  hi'st  series  of  changes  are  those  occurring  in  the 
walls  of  the  vessel  within  which  the  embolus  becomes 
arrested.  If  the  embolus  possesses  no  infective  proper- 
ties, being  derived  from  a source  whore  no  putrefactive 
changes  are  taking  place,  it,  together  with  the  thrombus 
which  it  causes  to  form  around  and  beyond  it,  simjily 
becomes  organised  or  reabsorbed,  and  the  walls  of  the 
vessel  become  more  or  less  thickened.  If,  on  the  other 
hand,  the  embolus  is  impregnated  with  unhealthy  pus  or 
with  other  putrid  inflammatory  products,  it  is  very  liable 
to  cause  inflammation  and  sloughing  of  the  walls  of  the 
vessel  within  which  it  is  impacted. 

The  most  important  changes,  however,  resulting  from 
embolism  are  those  which  take  place  in  the  organ  or  tissue, 
the  vessels  of  which  have  become  plugged  by  the  emboli. 
The  first  effect  of  the  plugging  of  a vessel  by  an  embolus, 
is  the  arvest  of  the  circulation  through  it,  and  if  the  vessel 
be  the  main  nutrient  or  functional  artery,  this  is  followed 
by  the  sudden  cessation  of  the  function  and  nutrition  of 
the  part.  Thus,  plugging  of  one  of  the  larger  arteries  in 
the  brain  is  followed  by  sudden  loss  of  consciousness  and 
paralysis  (apople-vy) ; plugging  of  the  piilmonary  artery, 
by  sudden  asjdiyxia  ; and  of  the- coronary  arteries,  by 
sudden  paralysis  of  the  heart.  The  subsequent  changes 
will  depend  upon  the  structure  of  the  organ,  the  arrange- 
ment of  its  vessels,  and  the  facility  with  which  a collateral 
circulation  can  be  established.  If  the  ciretdation  be 
quickly  re-established  by  the  collateral  vessels,  the  part 
recovers  itself  without  undergoing  any  structural  change. 
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and  its  nutrition  and  functions  are  restored.  If,  however, 
this  is  not  the  case,  and  the  nutrient  supply  is  materially 
interfered  with,  either  hy  the  obstruction  of  the  main 
vessel,  of  the  principal  branches,  or  of  the  capillaries 
themselves, — the  death  of  the  part  must  necessarily  ensue. 
The  interference  with  the  circulation  is  in  great  measure 
dependent  upon  the  thrombosis  which  occurs  around  the 
impacted  embolus.  The  organs  in  which  the  arrangement 
of  the  blood-vessels  is  such  that  the  circulation  cannot  be 
readily  restored  hy  the  anastomosing  vessels,  and  conse- 
quently those  in  which  necrotic  changes  most  commonly 
result  from  embolism,  are  the  spleen,  the  kidneys,  the 
lungs,  the  brain,  and  the  retina. 

The  area  of  tissue  from  which  the  supply  of  blood  has 
been  cut  off  is  usually  surrounded  hy  a zone  of  intense 
hypermmia,  which  results  from  the  stress  which  is  thrown 
upon  the  collateral  vessels.  This  zone  of  hyperemia  is 
very  characteristic,  and  indicates  at  once  the  nature  of 
the  lesion.  When  the  circulation  cannot  be  restored,  the 
vessels  in  the  embolic  area  often  become  so  much  dis- 
tended with  blood  that  hajmorrhage  takes  place,  and  thus 
is  produced  a tract  of  tissue  within  which  the  circulation 
has  become  arrested,  and  which  is  more  or  less  extensively 
infiltrated  with  blood.  This  is  known  as  a licemorrliagic 
i/iifarct.  - Lu~  - 2n 

These  haemorrhagic  infarcts  are  very  frequently  met 
with,  especially  in  the  limgs,  spleen,  and  kidneys.  They 
are  dark,  reddish,  firm,  masses  of  consolidation,  and 
owing  to  the  distribution  of  the  blood-vessels,  they  are 
usually  wedge-shaped,  the  apex  of  the  cone  being  towards 
the  centre  of  the  organ.  The  more  complete  the  obstruc- 
tion, the  more  vascular  the  tissue,  and  the  less  the  vessels 
are  supported,  the  greater  is  the  amount  of  infarction,  and 
the  more  rapid  is  the  softening  and  disintegration  that 
ensues.  (Fig.  110.) 
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This  vascular  engorgement  in  the  embolic  area,  although 
partly  due  to  the  increased  stress  which  is  thrown  on  the 

Fig.  110. 


Diagram  of  a Haemorrhagic  It{farct.  a.  Artery  obli- 
terated by  an  embolus  (e).  v.  Vein  lilled  with  a secondary 
thrombus  [th).  1.  Centre  of  infarct  which  is  becoming  dis- 
integrated. 2.  Area  of  extravasation.  3.  Area  of  colla- 
teral hypertemia.  (0.  Weber.) 

collateral  vessels,  is,  according  to  Cohnheim,  mainly 
owing  to  the  regurgitation  of  blood  from  the  veins. 
AVhen  the  force  of  the  blood-stream  in  the  artery  is 
annihilated  by  the  impaction  of  the  embolus  there  is  a 
backward  pressure  and  regurgitation  from  the  veins  into 
the  capillaries,  so  that  there  is  produced  considerable 
venous  engorgement  of  the  last-named  vessels.  The 
occurrence  of  the  hmmorrhage,  Cohnheim  regards  as  the 
result  of  necrotic  changes  in  the  capillary  walls,  these 
changes  being  due  to  the  substitution  in  these  vessels  of 
venous  for  arterial  blood. 

The  subsecpient  changes  which  take  place  in  the  infarct 
depend  upon  its  size,  upon  the  extent  to  which  the  circu- 
lation in  it  is  interfered  with,  and  upon  the  nature  of  the 
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embolus  wliicb  caused  tbe  infarction.  If  the  infarct  is 
small  and  the  embolus  possesses  no  infective  properties, 
the  coagulated  blood  gradually  becomes  decolorised,  and 
the  mass  undergoes  a gradual  process  of  absorption. 
Tbe  infarct  then  changes  from  a dark  red  to  a brown  or 
yellow  tint,  its  more  external  portions  become  organised 
into  connective  tissue,  and  the  whole  gradually  contracts, 
nntil  ultimately  a cicatrix  may  be  all  that  remains  to 
indicate  the  change.  If,  however,  the  infarction  is  con- 
siderable, the  molecular  disintegration  and  softening  may 
be  so  extensive  as  to  convert  the  mass  into  a pulpy 
granular  material.  This  may  subsequently  dry  up  and 
become  encapsuled.  In  all  these  secondary  changes 
which  take  place  in  the  infarct,  its  most  external  jDortions 
are  surrounded  by  a red  zone  of  hyperaemic  tissue.  This 
is  exceedingly  characteristic. 

If  an  embolus  possesses  irritating  or  infective  iDi'oper- 
ties,  as  when  it  is  derived  from  a part  where  putrefactive 
inflammatory  changes  are  going  on,  it  sets  up  inflamma- 
tory processes  both  in  the  vessel  within  which  it  becomes 
imj)actcd,  and  also  in  the  surroirnding  tissues.  These 
inflammatory  changes  frequently  lead  to  the  formation  of 
abscesses  which  are  known  as  embolic  abscesses.  (See 
“ Pyaemia.”)  The  foi-mation  of  such  abscesses  may  be 
associated  with  more  or  less  infarction  of  the  emboHc 
area. 

ElIBOLISJI  IN  THE  BRAIN. 

The  imjiaction  of  emboli  within  the  vessels  of  the  brain 
is  one  of  the  causes  of  cerebral  softening.  The  softening 
resulting  from  embolism  is,  for  the  most  part,  entirely 
dependent  upon  the  obstruction  to  the  circulation  caused 
by  the  embolus  and  by  the  resulting  thrombosis.  It  is 
rapidly  induced  and  is  often  attended  by  the  extravasa- 
tion of  blood,  when  it  constitutes  one  form  of  acute  red 
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softening.  If  the  interference  with  the  circulation  be 
slight,  there  may  he  no  extravasation  of  blood  and  the 
I>rocess  of  disintegration  may  be  more  gradual,  so  that 
the  softened  portions  are  white  in  colour,  and  the  condi- 
tion then  more  resembles  the  chronic  white  softening 
already  described  as  resulting  from  degeneration  of  the 
cerebral  blood-vessels.  (See  “ Fatty  Degeneration  of  the 
Brain.”)  The  softened  tissue  will  also  be  white  in  colour 
when  one  of  the  lai-ge  vessels  is  obstructed,  so  that  a 
large  portion  of  one  hemisphere  loses  its  \dtality.  The 
large  vessel  most  frequently  blocked  is  the  middle  cerebral 
artery.  In  almost  all  cases  in  which  softening  of  the 
cerebral  substance  results  from  embolism,  the  embolus  is 
arrested  in  one  of  the  vessels  beyond  the  circle  of  Willis, 
because  here  the  circulation  cannot  be  readily  restoi’cd 
by  the  collateral  vessels. 

When  the  interference  with  the  circulation  is  attended 
by  vascular  engorgement  and  extravasation  of  blood,  the 
softened  portion,  in  the  early  stage,  is  either  of  a uniform 
dark  red  colour,  or  presents  numerous  red  hasmorrhagic 
points.  The  softening  is  most  marked  in  the  centre, 
whilst  the  hyperasmia  and  redness  may  extend  for  some 
distance  around  it.  Under  the  microscope,  the  softened 
jiortion  is  seen  to  consist  of  broken-down  nerve  fibres, 
altered  blood-corpuscles,  granules  of  fat,  and  the  large 
granular  corpuscles  which  result  from  the  fatty  degenera- 
tion of  the  nerve-cells  and  of  the  cells  of  the  neuroglia. 
(See  Fig.  10.)  The  surrounding  cajnllaries  arc  dilated 
and  filled  with  coagula,  and  the  granular  corpuscles 
envelope  their  walls.  In  a more  advanced  stage  all  trace 
of  nervous  structure  is  lost,  the  softened  mass  becorac.s 
decolorised,  and  jrasscs  from  a dark  red  colour  to  a choco- 
late, brown,  yellow,  or  even  white.  It  may  liquefy  and 
form  a cyst ; more  commonly,  however,  it  gradually  dries 
up,  and  a process  of  repair  takes  place  by  the  growth  of 
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the  surrounding  neuroglia,  which  forms  a fibrous  net- 
work in  the  place  of  the  softened  tissue.  This  contracts, 
and  ultimately  a cicatrix  with  haamatoidin  crystals  may  he 
all  that  remains. 

Red  softening  from  embolism  is  often  very  difficult  to 
distinguish  in  the  post-mortem  room  from  that  which 
results  from  thrombosis. 


CHAPTER  XLV. 


LEUKAEMIA. 

LEUK-EiiiA,  or  leucocythosmia,  is  a disease  characterised 
by  a large  increase  in  the  number  of  the  white  corpuscles 
in  the  blood,  which  increase  is  associated  with  a new  for- 
mation of  lymphatic  tissue  in  the  spleen,  in  the  lymphatic 
glands,  and  sometimes  in  other  organs.  Respecting  the 
relation  which  subsists  between  the  new  growth  of  lym- 
phatic tissue  and  the  increase  in  the  number  of  the  white 
blood-corpuscles — it  is  probable,  as  stated  by  Virchow, 
that  the  former  is  a cause  of  the  latter,  and  that  the  in- 
crease is  mainly  dire  to  a larger  number  of  lymphatic 
elements  entering  the  blood  than  in  health.  At  the  same 
time  it  is  difficult  to  admit  this  as  the  only  cause  of  the 
increase,  as  new  growths  of  lymphatic  tissue  may  take 
place  in  these  organs  without  the  production  of  any 
leukaemia.  This  has  been  seen  to  occur  in  Hodgkin’s 
disease.  It  is  possible  that  the  power  of  the  white  blood- 
corpuscles  and  lymph-corpuscles  to  form  red  corpuscles  is 
dimini.shed,  or  that  the  white  corpuscles  may  increase  by 
multiplication  in  the  blood.  The  jiathology  of  the  disease, 
however,  is  still  exceedingly  obscure. 

The  new  formation  of  lymphatic  tissue  occurs  in  the 
first  jilace  in  the  spleen  or  in  the  lymphatic  glands  ; sub- 
se(|uently,  however,  the  liver,  the  kidneys,  the  intestines, 
the  lungs,  and  other  organs,  may  become  infiltrated  with 
lymphatic  elements.  The  growth  is  a continuous  one. 
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the  new  elements  many  of  them  enter  the  blood,  the  re- 
mainder, not  undergoing  any  retrogressive  changes,  give 
rise  to  tumours  in,  or  to  a general  increase  in  the  size  of, 
the  organs  in  which  they  are  generated. 

The  new  growth  may  commence  in  the  spleen  or  in  the 
lymphatic  glands,  hence  Virchow  has  distinguished  two 
forms  of  leukaemia — the  splenic  and  the  lymphatic.  In 
the  former  he  states  that  the  white  blood-cells  are  some- 
what larger  and  more  granular  than  normal  (Fig.  Ill) ; 
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whilst  in  the  latter  they  are  smaller.  In  most  cases  of 
the  disease,  however,  both  the  spleen  and  the  lymphatic 
glands  are  affected,  the  spleen  being  the  organ  principally 
involved.  A purely  lymphatic  leukmmia  is  exceedingly 
rare.  The  coagirlating  power  of  the  blood  in  leukaemia  is 
much  diminished. 

In  the  spleen — which  must  thus  be  regarded  as  the 
most  important  organ  in  the  production  of  leukaemia — 
the  first  .stage  in  the  process  is  one  of  intense  hyperinmia. 
The  organ  becomes  exceedingly  vascular,  and  the  cells 
both  of  the  pulp  and  of  the  Malpighian  corpuscles 
increase  in  number.  The  process,  however,  soon  becomes 
principally  limited  to  the  Malpighian  corpuscles.  In 
these  the  cells  continue  to  multiply  rapidly,  many  new 
blood-vessels  are  formed,  and  the  corjniscles  thus  increase 
in  size.  They  sometimes  attain  the  size  of  a hazel-nut. 
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and  are  seen  as  firm  whitisli  uodnles  of  an  irresirlar 
shape,  scattered  throngh  the  much  enlarged  and  vascular 
organ.  As  the  INIalpighian  corpuscles  increase  in  size, 
the  surrounding  pnlj)  gradually  atrophies,  and  often  be- 
comes deeply  pigmented.  The  trabeculce  at  the  same 
time  becomes  thicker  and  more  fibrous.  The  organ  thus 
becomes  firmer  in  consistence,  and  the  enlarged  Mal- 
pighian corpuscles  make  up  the  chief  part  of  its  bulk. 
The  capsule  also  becomes  thickened,  and  forms  adhesions 
with  the  surrounding  viscera. 

In  the  hjmphaiic  glanih  the  process  is  precisely  similar 
to  that  in  the  spleen,  the  follicles  of  the  gland  beiug  the 
chief  seats  of  the  hyperplasia.  The  glands  become 
enlarged,  soft,  and  vascular. 

In  the  course  of  the  disease  this  new  growth  of  lym- 
phatic tissue  may  take  jdace  in  other  parts,  both  in 
lymphatic  and  non -lymphatic  structui’es.  Of  the  former, 
the  follicles  of  the  intestine,  and  the  medulla  of  bone,  are 
those  most  commonly  involved.  In  the  intestines,  the 
follicles  may  become  so  much  enlarged  as  to  form  distinct 
firm  tumours.  The  medulla  of  bone  is,  according  to 
Neumann,  in  exceptional  cases  the  priucij^al  seat  of  the 
diseased  process. 

The  growth  of  lymphatic  tissue  in  non-lymphatic 
structures  occurs  principally  in  the  liver  and  kidneys ; 
less  frequently  in  the  lungs  and  muscle.  The  new  growth 
in  these  organs  either  forms  distinct  tumours,  or  exists  as 
an  infiltration.  In  its  structure  it  consists  of  lymphoid 
elements  embedded  in  a more  or  less  distinct  reticulum. 
(See  “The  I^ymphomata.”)  How  far  these  lymphoid 
growths  are  the  result  of  a hyperplasia  of  the  cells  in  the 
interstitial  tissue  of  the  organ  in  which  they  are  situated, 
and  how  far  an  emigration  of  the  leucocytes,  which  exist 
in  such  large  numbers  in  the  blood,  takes  part  in  their 
formation  is  unknown.  The  latter,  however,  is  ju-obably 
the  most  important  factor  in  the  process. 
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The  organ  which  is  a common  seat  of  these  lymphoid 
growths  is  the  liver.  Here  the  vessels  throughout  the 
organ  become  enlarged  and  distended  with  white  blood, 
and  the  growth  commencing  in  the  interlobular  tissue, 
gradually  extends  into  the  lobules  themselves.  In  the 
earher  stages,  the  lobules  are  seen  to  be  clearly  mapped 
out  by  a greyish-white  interlobular  infiltration.  As  this 
increases  the  liver-cells  become  compressed  and  atrophy, 
until  ultimately  the  lobules  may  be  replaced  entirely  by 
lymphatic  tissue.  Associated  with  this  infiltration  there 
is  often  a formation  of  small,  round,  soft,  whitish  nodules, 
somewhat  resembling  grey  tubercles.  Owing  to  these 
changes,  the  liver  becomes  very  considerably  increased  in 
size. 

In  the  kidneys,  which  are  also  frequently  affected,  the 
change  is  similar  to  that  in  the  liver.  Here  also  it  con- 
sists for  the  most  part  in  an  infiltration,  with  which  may 
be  associated  the  formation  of  roundish  nodules  and 


masses. 


CHAPTER  XLVI. 


THE  PRErAEATION  AND  MOUNTING  OF 
SPECIMENS. 

In  this,  the  concluding  chapter,  it  is  proiiosed  to  describe 
very  briefly  the  more  common  methods  of  prei^aring  and 
mounting  specimens  for  microscopical  examination.  It 
is  not  intended  to  give  an  account  of  those  various  and 
complex  methods  of  investigation  which  are  required  for 
minute  histological  research,  but  merely  to  describe  those 
more  easy  ones  which  suffice  in  the  great  majority  of  cases 
for  the  recognition  of  the  structural  alterations  met  with 
in  disease.  In  order  to  he  as  brief  as  possible,  those 
methods  only  will  be  described  which  I believe  to  be  the 
most  readily  available  and  at  the  same  time  to  yield  the 
most  satisfactory  results.  The  subject  will  be  treated 
under  the  following  heads: — 1st.  The  Examination  of 
Specimens  ivhilst  fresh  ; 2nd.  The  Hardening  of  Speci- 
mens ; 3rd.  The  Making  of  Sections ; 4th.  Staining ; 
5th.  Preservation  and  Mounting. 

THE  EXAMINATION  OF  SPECIMENS  WHILST  FRESH. 

Very  much  may  be  learnt  from  the  examination  of 
specimens  in  their  fresh  state  before  they  have  been 
submitted  to  any  hardening  process.  The  examination 
may  be  conducted  either  by  making  thin  sections  of  the 
tissue  with  a Valentin’s  knife,  or  by  cutting  off  a minute 
portion  and  tearing  it  to  pieces  with  fine  needles.  The 
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specimen  prepared  in  either  of  these  ways  should  be  ex- 
amined in  glycerine.  Thin  membranous  structures  may 
be  examined  by  simply  spreading  them  out  in  a drop  of 
water  placed  upon  the  glass  slide,  and  then  covering  them 
with  glycerine. 

The  method  of  making  sections  of  organs  whilst  fresh 
with  a Valentin’s  knife  is  an  exceedingly  easy  and  useful 
way  of  at  once  ascertaining  in  the  post-mortem  room  the 
existence  of  the  more  marked  structural  changes.  The 
knife  should  be  well  wetted  with  water,  and  then  drawn 
rapidly  through  the  substance  of  the  organ.  The  section 
thus  obtained  is  gently  washed  in  water  before  being  ex- 
amined in  glycerine.  A rough  examination  of  the  hver, 
kidneys,  and  lungs  is  in  this  way  readily  made. 

The  muscular  fibres  of  the  heart  and  tumours  may  be 
examined  by  the  process  of  teasing.  This  process,  how- 
ever, is  usually  more  readily  effected  after  the  specimen 
has  been  kept  in  MUller’s  fluid  or  in  a solution  of  bichro- 
mate of  potash  in  the  manner  to  be  hereafter  described. 
In  the  examination  of  tumours,  much  may  be  learnt  by 
gently  scraping  the  freshly  cut  surface  with  a knife  and 
examining  in  glycerine  the  elements  which  are  thus  sepa- 
rated. 


THE  nAEDENING  OF  SPECIMENS. 

In  order  to  make  a complete  and  satisfactory  examina- 
tion of  diseased  structures,  it  is  in  almost  all  cases  neces- 
sary to  submit  them  to  a process  of  hardening.  By  this 
process  they  are  so  altered  that  fine  sections  of  them  can 
be  made,  and  the  sections  are  also  rendered  more  fit  for 
permanent  preservation  than  are  those  obtained  from 
tissues  in  their  fresh  state.  Numerous  substances  have 
been  employed  as  hardening  agents.  Those,  however, 
which  are  the  most  generally  valuable  are  Muller’s  fluid, 
chromic  acid,  bichromate  of  'potash,  and  alcohol. 
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Muller's  Flitiil. — Of  all  liardening  agents  this  is  much 
the  most  satisfactory  and  the  one  most  generally  appli- 
cable. It  is  preirared  in  the  following  way  : — 


Talie  of — 

Potassium  Bichromate 2 parts. 

Sodium  Sulphate 1 part. 

Water 100  parts. 

Dissolve. 


The  tissue  should  he  kept  in  this  solution  for  from  one  to 
two  weeks,  and  then  placed  in  common  alcohol  for  two  or 
three  days,  after  which  it  is  ready  for  making  sections. 

The  advantages  of  Mliller’s  fluid  are  that  it  alters  the 
maci'oscopical  characters  of  tissues  less  than  other  har- 
dening agents,  and  its  penetrating  powers  are  so  great 
that  it  is  not  necessary  to  cut  the  tissue  up  into  small 
pieces,  but  the  whole  organ  may  be  placed  in  it.  The 
tissue  may  be  kept  in  it  longer  without  injury  than  in 
other  aqueous  solutions. 

Muller’s  fluid  is  also  valuable  for  the  maceration 
of  tissues  which  are  to  he  examined  by  teasing — as  tu- 
mours, muscle,  &c.  Its  action  tends  to  facilitate  the 
isolation  of  the  elements. 

Chromic  Acid. — This' is  much  less  generally  applicable 
than  the  preceding.  It  should  be  used  in  aqueous  solu- 
tion— strength  one-sixth  per  cent.  It  is  important  to 
employ  the  solution  in  large  quantities — from  six  to  ten 
fluid  ounces  for  each  specimen.  The  tissue  must  he  cut 
into  small  pieces — not  much  larger  than  a hazel-nut — 
before  it  is  placed  in  the  solution.  The  hardening  is 
usually  completed  in  from  five  to  eiglit  days.  It  is  has- 
tened by  renewing  the  solution.  If  kept  too  long  in  the 
solution  the  tissue  becomes  brittle.  All  tissues  which 
have  been  hardened  in  chromic  acid  should  be  placed  in 
common  alcohol  for  about  twenty-four  hours  before  sec- 
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tions  are  made.  Chromic  acid  is  preferable  for  hardening 
skin  and  mucous  membranes. 

Bichromate  of  Potash. — This  agent  is  more  gradual  in 
its  action  than  chromic  acid,  and  produces  less  shi-inking 
of  the  tissue.  It  is  especially  valuable  for  the  hardening 
of  kidney,  blood-vessels,  nerve-tissue,  ovary,  and  some 
other  structures.  It  is  often  advisable  to  commence  the 
hardening  with  bichromate  of  potash  and  then  to  com- 
plete it  in  chromic  acid  or  common  alcohol.  The  bichro- 
mate is  also  valuable  for  the  maceration  of  tissues  which 
are  to  be  examined  by  teasing.  The  bichromate  should 
be  used  in  aqueous  solution — strength  one  to  two  per  cent. 
It  penetrates  more  readily  than  the  chromic  acid,  and 
consequently  it  is  not  necessary  to  use  quite  such  small 
pieces  of  the  tissue.  The  tissue  must  be  kept  in  the 
solution  from  two  to  four  weeks. 

Alcohol. — This  is  most  valuable  as  an  agent  for  the 
completion  of  the  hardening  of  tissues  which  have  been 
previously  placed  in  Muller’s  fluid,  chromic  acid,  or  in 
bichromate  of  potash.  The  tissues  should  be  kept  in  it 
one  or  two  days.  Some  tissues,  however,  ap2Dear  to  harden 
l)etter  if  they  are  at  once  [placed  in  alcohol : amongst 
these  are  the  lym^jhatic  glands,  sjileen,  and  testis.  Com- 
mon (methylic)  alcohol  answers  for  aU  these  purjjoses. 
Lastly,  alcohol  must  be  employed  for  the  hardening  of 
all  tissues  which  have  been  injected.  Absolute  alcohol  is 
often  necessary  for  the  completion  of  hardening  of  many 
tissues. 

The  Softening  of  Tissues. — Some  tissues,  as  osseous 
structures,  tumours  which  have  become  calcified,  &c., 
require  to  be  softened  before  sections  can  be  made.  This 
may  be  effected  by  placing  them  in  the  one-sixth  per  cent, 
chromic  acid  solution,  to  each  six  ounces  of  which  three 
or  more  drops  of  concentrated  hydrochloric  acid  have 
been  added. 
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TUE  MAKING  OF  SECTIONS. 

Although  various  iustruments  have  been  contriveO  for 
making  sections,  the  one  which  answers  best  is  a common 
razor,  or  a similar  blade  firmly  fixed  in  a wooden  handle. 
The  usefulness  of  this  instrument  is  much  increased  if  the 
lower  surface  of  the  blade  be  ground  perfectly  flat,  whilst 
the  upper  is  made  slightly  concave. 

Hardened  tissues  from  which  sections  are  to  be  made 
must  always  have  first  been  ^daced  in  common  alcohol,  in 
the  manner  already  described.  In  making  the  section  the 
blade  of  the  instrument  must  be  kept  well  wetted  with 
common  alcohol,  and  the  section  when  cut  must  be  placed 
at  once  in  the  same  liquid. 

Imbedding. — Hardened  tissues  which  are  too  small  or 
too  delicate  to  be  held  in  the  hand  for  the  of 

making  sections,  must  be  imbedded.  The  object  of  im- 
bedding is  to  fix  the  tissue  in  some  substance  which  can 
not  only  be  readily  held,  but  which  can  also  be  easily  cut 
with  the  section-knife.  Various  substances  are  used  for 
this  purpose.  Of  these  the  one  which  is  most  generally 
aiiplicable  is  a mixture  of  wax  and  olive  oil.  Equal 
quantities  of  pure  white  wax  and  olive  oil  should  be 
warmed  together  and  well  mixed,  and  the  mass  when  cold 
may  be  kept  to  be  used  as  required.  When  a specimen  is 
to  be  imbedded,  a small  case  of  paper  should  be  made 
somewhat  larger  than  the  specimen.  The  edges  of  the 
paper  can  be  secured  with  a httle  mucilage  or  with  a pin. 
The  mixture  of  wax  and  oil  is  then  melted  and  the  paper 
case  filled  with  it.  The  specimen  to  be  imbedded— which 
must  have  been  removed  from  common  alcohol — is  now  to 
be  slightly  dried  on  blotting-paper  and  immersed  in  the 
melted  compound.  The  process  of  immersion  requires  a 
little  care.  The  specimen  should  be  placed  upon  the 
point  of  a fine  needle,  and  as  soon  as  the  wax  commences 
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to  solidify  at  the  sides  of  the  case,  it  must  be  dipped 
beneath  the  melted  liquid  so  as  to  be  completely  covered 
by  it.  The  needle  must  theu  be  removed  by  giving  it  a 
gentle  twist  so  as  not  to  disturb  the  specimen.  "When 
the  wax  is  cool  the  paper  can  be  removed  and  the  mass 
placed  in  common  alcohol.  Sections  can  be  made  from  it 
when  convenient. 

STAINING. 

AVlien  the  section  has  been  made  and  placed  in  common 
alcohol,  in  the  manner  described,  it  is  usually  advisable 
to  stain  it.  The  object  of  staining  is  to  impart  to  the 
different  portions  of  the  tissue  different  shades  of  colour, 
HO  that  its  structure  can  be  more  readily  recognised.  The 
substances  which  are  the  most  generally  applicable  for 
this  jmrpose  are  lugivood  and  carmine.  Of  these  logwood 
is  the  preferable,  inasmuch  as  it  not  only  differentiates 
most  tissues  more  completely,  but  it  is  a much  more 
agreeable  colour  to  work  with. 

Staining  luith  Logwood. — The  following  is  the  method 
for  2>reparing  the  logwood  solution  recommended  by  Dr. 
Klein : — 

Talce  of — 

Extract.  Hmmatox 6 grammes. 

Alumen 18  grammes. 

Mix  thoroughly  in  a mortar. 

Add  gradually  whilst  stirring — 

Distilled  Water 28  cub.  cent. 

Filter. 

To  the  filtrate  add — 

Spirit.  Eect 1 drachm. 

The  solution  must  be  kept  in  a stoppered  bottle  for  a few 
days  before  being  used. 

For  staining,  several  (5 — 10)  drops  are  to  be  added  to 
half  a watch-glass  of  distilled  water.  The  thus  diluted 
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solution  sliould  be  filtered  before  being  used.  Sections 
which  have  been  removed  from  common  alcohol,  are  to 
be  placed  in  the  dilute  solution  for  from  ten  to  twenty 
minutes,  and  then  to  be  washed  in  distilled  water. 

Gradual  Staining  ivith  Weak  Carmine. — In  staining 
with  caiTuine  two  methods  may  be  employed : — the  one 
consists  in  itsing  a strong  solution,  so  as  to  stain  rapidly  ; 
the  other  in  staining  very  gradually  with  a much  less 
concentrated  liquid.  Of  these,  the  method  of  gradual 
staining  with  weak  solutions  yields  the  most  satisfactory 
results,  inasmuch  as  by  this  means  the  diflerentiation  of 
the  tissue  is  rendered  more  complete  than  when  the  colo- 
ration is  rapidly  induced.  The  process  of  rapid  staining 
■^vith  strong  carmine  is,  however,  the  most  convenient, 
and  it  yields,  in  most  cases,  sufficiently  satisfactory 
results. 

The  following  is  the  method  for  gradual  staining  re- 
commended by  Dr.  Klein : — 

Take  of — 

Powdered  Carmine 2 grammes. 

Rub  it  up  with  a few  drops  of  Distilled  Water. 
Add— 

Liquor  Ammonite  fort 4 cub.  cent. 

Distilled  Water 48  cub.  cent. 

Mix  together  with  a glass  rod,  and  filter. 

The  solution  to  be  kept  in  a stoiipered  bottle. 

For  staining,  take  one  drop  of  the  above  solution, 
and  add  to  it  from  nine  to  twelve  drops  of  distilled  water. 
Sections,  wbich  have  been  removed  from  common  alcohol, 
to  be  placed  in  this  from  sixteen  to  twenty-four  hours. 

Rapid  Staining  loith  Strong  Carmine. — To  stain  ra- 
pidly, the  sections  may  be  placed  iu  the  above  strong 
solution  of  carmine  without  the  addition  of  water.  In 
this  case  the  strong  solution  of  carmine  should  have  been 
kept  exposed  to  the  air  for  a sufficient  length  of  time  to 
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allow  the  excess  of  ammonia  to  escape.  It  is  consequently 
advisable  to  have  two  bottles  of  strong  carmine  solution 
— one  for  rapid,  and  the  other  for  gradual  staining. 

The  time  required  for  rapid  staining  is  from  thirty 
seconds  to  five  minutes.  This,  however,  will  vary  very 
considerably  according  to  the  nature  of  the  tissue  to  be 
stained.  A knowledge  of  the  amount  of  time  which 
yields  the  best  results  will  be  readily  learnt  by  a little 
practice. 

The  sections  when  removed  from  the  carmine  staining 
solution  must  be  washed  for  a few  seconds  in  distilled 
water  containing  one-quarter  per  cent,  of  acetic  acid. 

rilESERVATION  AND  MOUNTING. 

When  the  section  has  been  stained,  it  is  ready  to  be  pre- 
jjared  for  mounting  permanently.  The  two  substances  in 
which  tissues  are  most  commonly  mounted  are  glycerine 
and  Dammar  varnish.  Of  these,  the  latter  should  be  em- 
ployed in  all  cases  in  which  the  jireservation  of  the  section 
is  intended  to  be  permanent.  Many  tissues,  however, 
yield  more  satisfactory  results  when  examined  in  gly- 
cerine ; but  they  cannot  be  preserved  in  this  hquid  for 
any  great  length  of  time  without  undergoing  some 
alteration. 

The  methods  of  mounting  in  Dammar  varnish  and 
glycerine  must  be  described  separately. 

Mounting  in  Dammar  Varnish. — -When  the  section  is 
to  be  mounted  in  Dammar— it  having  been  already 
stained  and  washed — it  must  first  be  placed  in  absolute 
alcohol  for  about  a quarter  of  an  hour.  From  the  alcohol 
it  must  be  transferred  to  oil  of  cloves,  the  snperfiuous 
alcohol  having  been  first  removed  from  the  section  by 
blotting-paper.  In  the  oil  of  cloves  it  becomes,  in  a few 
seconds,  quite  transparent.  The  superfluous  oil  must 
be  removed  by  blotting-paper,  and  the  section  is  then 
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ready  for  mounting  in  the  Dammar  varnish.  If  more 
convenient,  it  may  he  kept  for  one  or  two  days  in  the  oil 
of  cloves  before  it  is  mounted  in  the  Dammar.  In  order  to 
make  the  specimen  still  more  secure,  a layer  of  the 
varnish  may  be  placed  round  the  edge  of  the  covering 
glass  a few  days  after  the  section  has  been  mounted. 

The  following  is  the  method  for  preparing  the  Dammar 
varnish ; — 

Take  of — 

Gum  Dammar  in  jjowder  5 oz.,  and  dissolve  it  in 
Turpentine  I|  oz.  Filter. 

Gum  Mastic  | oz.,  and  dissolve  it  in  Chloroform 
2 oz.  Filter. 

Mix  the  two  filtered  solutions,  and  again  filter. 

Monntin'j  in  Ghjceri)i.e. — When  the  section  is  to  be 
mounted  in  glycerine  no  further  preparation  is  necessary. 
It  is  simply  washed  in  distilled  water  and  at  once  trans- 
ferred to  a drop  of  strong  glycerine  upon  the  slide.  The 
edges  of  the  covering  glass  must  then  be  fastened  down 
with  some  cementing  liquid.  The  Dammar  varnish  an- 
.swers  exceedingly  well  for  this  purpose. 
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„ of  bone,  273 
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„ of  kidneys,  317 

„ of  liver,  310 

„ of  lungs,  338 

„ of  lympliatic  glands,  293 

Acute  miliary  tuberculosis,  224 
Adenomata,  171 

> ,,  of  mammary  gland,  172 

„ of  mucous  membranes,  174 

Adeuo-myxoma,  172 

„ -sarcoma,  173 
Adipose  tissue,  atrophy  of,  24 
„ growth  of,  38 

Alimentary  canal,  amyloid  degeneration  of,  83 
Amyloid  degeneration,  69 

„ „ of  alimentary  canal,  83 

„ ,,  of  kidneys,  78 

„ „ of  liver,  75 

„ ,,  of  lymphatic  glands,  83 

,,  „ of  spleen,  81 

„ substance,  nature  of,  70 
,,  „ reactions  of,  71 

,,  ,,  source  of,  74 

Angiomata,  198 
Arteries,  atheroma  of,  279 
,,  calcification  of,  91 

„ fatty  degeneration  of,  53 
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Arteries,  inflammation  of,  279 

,,  in  chronic  Bright’s  disease,  328 
Atheroma,  279 
Atrophy,  23 

„ causes  of,  26 

,,  numerical,  25 

„ physical  characters  of,  30 

„ simple,  23  * 

,,  of  adipose  tissue,  24 

Bacteria,  251 

Blood,  as  cause  of  disease,  2 

„ alteration  of,  in  malignant  growths,  113 
,,  ante-mortem  coagulation  of — see  “Thrombosis” 

„ post-mortem  coagulation  of,  375 

Blood-corpuscles,  as  source  of  new  formations,  117 

„ as  source  of  pus,  219 

,,  emigration  of,  in  inflammation,  209 

,,  exudation  of,  in  mechanical  hypermmia,  369 

Blood-vessels,  amyloid  degeneration  of,  72  & 78 
„ calcification  of,  91 

„ fatty  degeneration  of,  53 

,,  inflammation  of,  279 

Bone,  atrophy  of,  31 
,,  caries  of,  274 
„ inflammation  of,  272 
,,  necrosis  of,  274 
,,  sclerosis  of,  273 
Brain,  abscess  of,  330 
„ embolism  in,  394 
,,  fatty  degeneration  of,  56 
„ inflammation  of,  329 

„ inflammatoi-y  softening  of,  330 
„ softening  of,  from  embolism,  394 
„ red  softening  of,  59,  394 
,,  sclerosis  of,  331 

,,  tubercle  of,  237 

„ white  softening  of,  58 
„ yellow  softening  of,  58 
Brown  atrophy  of  heart,  63 

,,  induration  of  lungs,  372 
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Caciiexu,  cancerous,  111 
Calcareous  degeneration,  87 

» !)  of  arteries,  91 

Cancer,  176 

„ blood-vessels  of,  179 
),  cells  of,  177 

„ clinical  characters  of,  193 

„ colloid,  187 

„ development  of,  179 

„ encephaloid,  185 

„ epithelial,  188 

„ lymphatics  of,  179 

,,  melanotic,  183 

„ osteoid,  182 

„ scirrhous,  183 

„ secondary  changes  in,  182 

„ stroma  of,  178 

„ structure  of,  176 

„ varieties  of,  182 

Caries,  274 

Carmine  fur  staining,  407 
Cartilage,  erosion  of,  263 

„ inflammation  of,  262 
Caseation,  52 

„ of  tubercle,  234 

Caseous  masses,  pathological  significance  of,  52 
Carcinomata,  176 
Catarrh,  299 

Cell,  as  seat  of  nutrition,  5 
„ definition  of,  12 
„ limiting  membrane  of,  9 
„ nucleus  of,  8,  9 
„ protoplasm  of,  7,  9 
Cells,  constitution  of,  6 
,,  genesis  of,  10 
„ “ indifferent,’’ 118 

,,  multiplication  of,  10 

„ physiology  of,  8 

Cell-wall,  nature  of,  9 
Cerebral  softenings,  56 
Cicatricial  tissue,  268 
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Clots,  ante-mortem,  376 


,,  post-mortem,  375 
Cloudy  swelling^  212 
Colloid  cancer,  187 
..  Regeneration,  65 
Condylomata,  169 
Congestion,  see  “Hypermmia” 
Connective  tissue,  fotty  infiltration  of,  38 
” ” inflammation  of,  266 
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Cornea,  inflammation  of,  264 
Corporea  amylacea,  84 
Corpuscles,  exudation,  50 
Croup,  302 


Cystic-sarcoma,  I74 
Cysts,  200 


„ classification  of,  203 
I,  modes  of  origin  ofj  200 

» secondary  changes  in,  202 

„ structure  of,  201 
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Degeneration,  35 

o amyloid,  69 
» calcareous,  87 

)i  causes  of,  35 

II  colloid,  66 

II  fatty,  37 

II  mucoid,  65 

II  pigmentary,  93 

Diphtheria,  303 
Disease,  definition  of,  1 
Dysentery,  303 


E.MnoLis.M,  387 

II  in  brain,  394 

„ results  of,  391 

Enccjihaloid  cancer,  185 
Enchondromata,  152 
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Endocarditis,  284 

„ acute,  285 
„ chronic,  287 
,,  ulcerative,  286 
Epithelioma,  188 
Exostoses,  158 
Exudation  corpuscles,  50 
Exudation  in  inflammation,  cause  of,  216 

„ of  liquor  sanguinis  in  inflammation,  210 
„ in  mechanical  hypersemia,  369 


Fat,  absorption  of,  51 
,,  source  of,  in  fatty  degeneration,  49 
,,  ,,  ,,  infiltration,  38 

Fatty  degeneration,  37 

causes  of,  38 
of  arteries,  53 
of  brain,  56 
of  heart,  60 
of  kidneys,  64 
of  muscle,  59 
infiltration,  42 

„ of  connective  tissue,  38 

„ of  heart,  43 

„ of  liver,  45 

,,  of  muscle,  42 

Fibroid  induration,  as  result  of  inflammation,  322 

,,  „ of  mechanical  hypertemia,  368 

„ „ of  heart,  289 

Fibromata,  143 

Fibroplastic  tumour — see  “Sarcomata  spindle-celled” 

Gangrene,  13 

„ causes  of,  19 

„ dry,  14 

„ evidences  of,  14 

„ moist,  14 

,,  senile,  21 

Genesis  of  cells,  10 
Giant  cells,  230 
Glioma,  138 
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Clluge,  corpuscles  of,  60 
Irrey  degeneration,  331 
Gummata,  257 

H-ejiatoidin,  94 
Ilaainorrbagic  infarct,  392 
Heart,  brown  atrophy  of,  63 
)i  changes  in  pyrexia,  106 
„ fatty  degeneration  of,  60 

>.  „ infiltration  of,  43 

» fibroid  induration  of,  289 

„ inflaniraation  of,  284 

Heterology,  120 
Hodgkin’s  disease,  164 
Homology,  120 
Horns,  169 
Hyperfemia,  364 

active,  364 

» mechanical,  367 

of  liver,  370 
>7  of  lungs,  372 

77  post-mortem  appearances  of  373 

Hyperplasia,  107  ’ ' ' 

Hypertrophy,  107 

Lxfarct,  392 
Infiltrations,  36 
Infiltration,  fatty,  42 
Inflammation,  205 

77  acute,  221 

77  alterations  in  nutrition  in,  211 
77  as  cause  of  gangrene,  20 

77  causes  ol  blood-stasis  in,  21.5 

77  changes  in  the  blood-vessels  and  circnlation 

in,  206 

77  chronic,  221 

77  emigration  of  red  blood-corpuscles  in,  210 
” ” . white  hlood-corpnscles  in,  209 

,j  exudation  of  liquor  fianguini.s  in^  210 

7 7 formation  of  pns  in,  217 

77  idiopathic,  223 
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Inflammation,  infective,  22.S 
„ siiecific,  223 

„ stasis  in,  208 

,,  traumatic,  222 

„ varieties  of,  220 

,,  of  blood-vessels,  279,  383 

,,  of  bone,  272 

,,  of  brain  and  spinal  cord,  329 

,,  of  cartilage,  2G2 
,,  of  common  connective  tissue,  2G0 

,,  ofcoruea,  2G4 

„ of  heart,  284 

,,  of  kidney,  31G 

„ of  liver,  31f) 

„ of  lungs,  333 

,,  of  lymphatic  structures,  292 

,,  of  mucous  membranes,  299 

,,  of  serous  membranes,  30G 

„ of  veins,  282 

Inflammatory  new  formations,  nature  of,  110 
,,  fever,  248 
,,  stasis,  208 
Interstitial  hepatitis,  311 

„ nephritis,  324 

„ pneumonia,  343 
Intestine,  tuberculosis  of,  239 

,,  typhoid  ulceration  of,  29.5 
Irritation,  as  cause  of  inflammation,  205 
„ ,,  new  formations,  115 

,,  „ tuberculous  lesions,  224 


Kidnev,  abscess  of,  317 

,,  amyloid  degeneration  of,  78 

,,  fatty  degeneration  of,  G4 

,,  inflammation  of,  31G 

„ interstitial  nephritis,  324 

,,  Icuk.emic  growth  in,  400 

„ surgical,  317 

,,  suppurative  nephritis,  317 
„ tubal  nephritis,  319 
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Lfukiemic  growths  in  kicliioy,  400 
>'  II  ill  liver,  400 


” '>  lymphatic  glaiuls,  3‘l<j 

II  ill  spleen,  308 
Lipoinata,  150 
Liver,  abscess  of,  310 
I.  acute  iiiHammation  of,  310 

I,  acute  yellow  atrophy  of,  314 

„ amyloid  degeiicratioii  of,  75 

II  changes  in  pyrexia,  104 

I,  cirrhosis  of,  31 1 

,,  fatty  iiifil tratiou  of,  45 

I,  leukamiic  growth  iu,  4»0 

„ nutmeg,  370 

II  syphilitic  growths  in,  201 

Logwood  for  staining,  40(5 
Lungs,  abscess  of,  338 
„ broncho-pneumonia,  339 

,,  brown  induration  of,  372 

„ catarrhal  pneumonia,  339 

„ cirrho.sis  of— see  “ Interstitial  Ihieumonia” 

,,  croupous  pneumonia,  333 

,,  emphysema  of,  32 


„ gangrene  of,  338 

,,  inllamniation  of  333 

,,  interstitial  pneumonia,  343 
,,  pigmentation  of,  98 
,,  phthisis,  349 
„ tuberculosis  of  24  I 
Lymphadenoma— see  " Hodgkin’s  disease” 
fjyinphatic  glands,  amyloid  degeneration  of  83 
II  11  inllamniation  of  acute,  292 

II  II  II  cbronic,  293 

II  11  Icnkiemic  growths  in,  399 

II  1.  non-inllammatory  enlargement  of— see 

“ Lymphoma” 

„ ,,  tuberculosis  of  238 

„ structures,  iidlannnation  of  in  typhoid  fever,  29.5 
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Lymphomata,  160 
Lympbo-sarcoma,  163 

Malionancy,  123 

„ cachexia  as  evidence  of,  111 

„ different  degrees  of,  123 

,,  multiplicity  as  evidence  of,  112 

„ recurrence  after  removal  as  evidence  of,  112 

,,  secondary  growths  as  evidence  of,  113 

Mammary  gland,  adenoma  of,  172 

„ „ adeno-fibroma  of,  173 

„ „ adeno-sarcoma  of,  173 

„ „ cystic-sarcoma  of,  174 

,,  ,,  scirrhus  of,  183 

Melamemia,  97 
Melanin,  96 
Melanotic  cancer,  183 
,,  sarcoma,  133 
Melanosis — see  “ Melanotic  Sarcoma” 

Meningitis,  tubercular,  235 

Metamorphoses,  35 

Mollities  ossiuni,  276 

Mortilication,  13 

Mounting  of  specimens,  401 

Mucoid  degeneration,  65 

Mucous  membranes,  adenomata  of,  174 

,,  ,,  catarrhal  inflammation  of,  299 

,,  „ croupous  inflammation  of,  302 

„ ,,  tuberculosis  of,  239 

Muller’s  fluid,  403 
Mummilication,  14 
Muscle,  fatty  degeneration  of,  59 
„ fatty  infiltration  of,  42 
Myeloid  tumour,  139 
Myelitis,  330 
Myocarditis,  287 
Myomata,  196 
Myoma  of  uterus,  197 
Myxomata,  147 


Necrobiosis,  25 


Necrosis,  13,  274 
New  formations,  109 
>'  It  classification  of,  126 

” » constitutional,  predisposing  causes  of,  1 1 1 

>1  II  development  of,  116 

>>  ■ II  direct  exciting  causes  of,  1 15 

II  ■ II  etiology  of,  110 

>i  II  origin  of,  from  emigrant  cells,  117 

II  II  relation  of,  to  the  surrounding  tissues,  121 


II  II  retrogressive  changes  in,  122 
Nervous  system,  as  cause  of  atrophy,  29 
II  II  „ disease,  3 

Neuromata,  197 
Nucleoli,  8 
Nucleus,  8 


„ function  of,  9 
Nutrition,  arrested,  13 
,,  definition  of,  2 

„ impaired,  23 

„ increased,  107 


O.STK011ALACIA,  276 
Osteomata,  157 
Ostco-chondroma,  154 
Osteoid  sarcoma,  135 
Osteophytes,  158 


I’ai'illomata,  167 
Periostitis,  273 

Pia  mater,  tuberculosis  of,  235 
Phlegmasia  dolens,  385 
Phthisis,  pulmonary,  340 

,,  anatomical  changes  in  lungs  in,  351 

„ “colliers’,”  101 

„ etiology  of,  360 

„ libroid,  356 

„ older  doctrines  respecting,  340 

„ (lathology  of,  357 

„ tubercle  in,  350 

Pigmentary  degeneration,  03 
Pigmentation,  false,  07 
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Pigmentation  ot'luugs,  98 
„ of  sputum,  101 

Pigment,  souree  of,  93 
Pneumonia,  catarrhal,  339 
,,  croupous,  333 
„ interstitial,  343 
Post-mortem  staining,  15 
Protojjlasm,  7,  9 

,,  coagulation  of,  after  death,  17 
Psammoma,  140 
Pus,  characters  of,  218 
„ origin  of,  218 
Pulmonary  phtliisis,  349 
Pyieinia,  248 

„ bacteria  in  inllammatory  products  of,  251 
„ nature  of  infective  substances  in,  251 
,,  natiii’e  of  lesions  in,  249 
,,  pathology  of  metastatic  abscesses  in,  254 
,,  'relation  of,  to  septicieinia,  250 
I’yrexia,  tissue-changes  in,  103 

Rickets,  276 
Rigor  mortis,  15 

,,  „ nature  of  change  in  muscle  in,  17 

“ SA(iO  spleen,”  81 
Sarcomata,  128 

,,  cystic,  174 

„ melanotic,  133 

„ myeloid,  139 

,,  osteoid,  135 

„ round-celled,  137 

„ spindle-celled,  132 

Scirrhous  cancer,  183 
Sclerosis  of  bone,  273 
,,  nerve,  331 

Senile  gangiene,  21 
Septicmmia,  248 

„ relation  to  pyaemia,  250 

Serous  clfusion,  as  result  of  inflammation,  210 

,,  ,,  of  mechanical  hyperannia,  1 
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S(,'roiis  membranes,  inflammation  of,  .306 
^^loiigli,  separation  of,  18 
Specimens,  examination  of,  wliilst  frc.sli,  401 
II  bariicning  of,  402 

imbedding  of,  405 
II  making  sections  of,  405 

II  mounting  of,  408 

II  preparation  and  mounting  of,  401 

II  softening  of,  404 

II  staining  of,  406 

Spinal  cord,  inflammation  of,  329 
II  sclerosis  of,  331 

Spleen,  amyloid  degeneration  of,  81 
II  leukicmic  growths  in,  398 

II  in  typhoid  fever,  295 

Staining  of  sections,  406 
Suppuration,  217 
Syphilis,  256 

II  fibroid  changes  in,  256 

II  gnmmata  in,  257 

II  nature  of  lesions  in,  256 

TtiKo.Miiosis,  374 

II  eau.ses  of,  380 

„ results  of,  383 

Thrombus,  376 

II  organization  of,  377 

I,  softening  of,  379 

Traumatic  fever,  248 
Tumours— .see  “New  Formations” 

I,  definition  of,  109 

Tnliercle,  224 

II  in  pulmonary  phthisis,  350 

I,  older  doctrines  respecting,  224  350 

Tuberculosis,  acute,  224  ’ 

II  artificial  production  of,  226 

II  giant  cells  in,  230 

I,  infective  nature  of,  225 

I,  limited  to  single  organs,  235 

„ nature  of  lesions  in,  229 

„ source  of  infection  in,  227 
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Tuberculosis  of  lymphatic  glands,  238 

,,  of  lungs,  241 

„ of  mucous  membranes,  239 

,,  of  pia  mater,  235 

Tubercular  meningitis,  235 
Typhoid  fever,  294 

Ulceration,  tubercular,  of  intestine,  239 
,,  typhoid  of  intestine,  295 
Utcnis,  myoma  of,  197 

Vacuolation,  11 
Veins,  inflammation  of,  282 

Warts,  169 


THE  END. 


